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Clinical Diagnostic Procedures

Problem Focused History—

A.  Basics of problem focused history—

1.  communicate effectively—talk at the pts level

2.  show empathy—show them you understand their pain

3.  look for facial clues—face offers more physical clues than any other part of the body

4.  be a good listener

--the rule of 5 vowels—



A udition—listen well



E valuation—relevant vs. irrelevant



I nquiry—probing



O bservation—facial clues, body language



U nderstanding—showing empathy

5.  touching—can be very important—good in developing a relationship with the pt

6.  make sure pt understands what you say—be basic until you know what level they are at

B.  Terms—

1.  Symptom—what a pt feels



e.g. tired, run down, pain, hot

2.  sign—what an examiner finds physically



e.g. fever, tender SCM, exhibit lethargy

3.  constitutional—a sign or sx that can occur with multiple body systems



e.g. fever, sweating

C.  Conducting an Interview

1.  introduction—



a--shake hands



b--eye contact



c--formal—Mr., Ms.



d--seating—3-4’ 

2.  ask open-ended questions



a--allows pt to express what they need to—“what brings you here today?”

3.  narrative—small talk—weather, clothes, kids, etc—make them feel comfortable

4.  problem focused history and appropriate pe

5.  closing—few minutes



a--“any other questions / problems?”



b--tell them what you’ll do



c--write something down for them—make sure they can read

D.  Interviewing Techniques 

1.  Silence—useful technique as interviewer with shy patient.  Doesn’t work with the over-talkative pt

2.  Facilitation—you facilitate their history—“its ok to tell me”

3.  Confrontation—directs the pts attentions—if angry pt—“you really seem upset today”

4.  Interpretation—use body language / facial clues to understand their feelings (hand them a tissue)

5.  Reflection—the way you ask a question reflects your feelings—use the right tone or they may stop talking

6.  Support / reassurance—let them know you understand and approve of their actions--*must be based on fact—empathy—support for your pt

E.  Patients response to their illness—


--important in understanding the patient

1.  pt anxiety—common somatic sx—multiple body sx




--flutter, dizzy, sob, headache.  Signs—hands tapping, feet bouncing

2.  depressed pt—common in response to illness




--poor eye contact—look down and away




--complaints of fatigue




--sx associated with depression

3.  denial—pt thinks / acts that part of reality is not the truth




--usually in terminal illness

4.  projection—rejection of an unacceptable emotion and projecting it onto someone else




--e.g.  Ca phobia of pt(they have fear of you but really its ca they are scared of

5.  regression—unconscious attempt to return to an earlier more desirable point in their life

F.  Patient Types—

1.  silent patient—will respond to carefully directed questions (open ended)

2.  over-talkative patient —ask them yes/no questions

3.  seductive patient—misdirected feelings towards HCP

4.  angry patient—response to illness—allow them to vent—need empathy

5.  paranoid—need constant reassurance—very difficult

6.  ingratiating patient—attempts to please you

7.  insatiable patient—must set limits—want more than you can give

8.  aggressive patient—like the angry—don’t be too probing—let them take their time

9.  help-rejecting patient—DM wont take meds—gentle reasoning works better than confrontational “how can we get you to take your meds?”

10.  demanding patient—may also be angry—want everything—cant give it—set limits

11.  compulsive patient—be very straightforward and to the point

12.  dependent patient—very difficult—demand your time and there’s nothing wrong with them.  Set limits and be compassionate

13.  masochistic—threatened by recovery. Don’t promise a cure

14.  borderline patient--unstable and impulsive—they make poor decisions—reassure them

G.  Influence of Disease on the Interview—

1.  disabled pt—




--hearing impaired—look right at them and speak clearly




--vision—respond well to touch




--mentally retarded—need family member to express needs

2.  ca—deal with your own emotion and be able to perform job

3.  aids—show no fear—if you do you lost them

4.  dysphasic patient—stroke/speech impediment—word boards—in WV              you must provide interpreter at your expense

5.  psychotic patient—try to keep them focused

6.  demented/delirious—elderly with Alzheimer’s—need family member to express their feelings

7.  acutely ill—CHF/asthma—give them time to answer—ask specific problem focused questions

8.  surgical pt—they are in pain—must understand that to effectively interview them

9.  alcoholic pt—happy and mean drunk—do not be condescending 

10.  psychosomatic pt—expressing problems with somatization—sob, dizzy, etc(this is their way of coping.  They do have real suffering.  Eg. Pseudoseizures—

11.  dying pt—cant withdraw from them—we see it as our failure—were helpless so our coping mechanism is to withdraw.  We must be empathic and supportive and honest—give them the truth and peace of mind

PE of the Face

A.  Generalities of the Face PE—make a diagnosis on looking


1--most revealing area


2--pathoneumonic physical sign—this indicates an absolute diagnosis from the PE


--e.g.—Koplik’s Spots—always means measles


--e.g.—blank stare—Parkinson’s

3--Face provides psychological feelings of well-being, distress, etc


--quick scan of the face as you shake hands



--may need to further inspect a suspected disease



--the scan may also point you to look for certain clues in the history—if so then a more detailed exam is necessary



--this is a great place to start—either find a systemic disease from the start or look for more clues in the history

4--Tools needed for the Face PE:


--your eyes--inspection


--your fingers—palpation

Table 1.2—p. 3

Abnormal Facies

--Endocrine Facies


Acromegaly


Cushing’s syndrome


Grave’s disease


Hypothyroidism


Addison’s disease


Hypopituitarism


Pseudohypoparathyroidism

--Neuromuscular disorders


Ptosis


Ocular palsies

--Skin and mucosal lesions


Dermatosis


Systemic disorders

--Miscellaneous group


Characteristic facies not included in the other groups (e.g. mongolism)


Enlargement or underdevelopment of an area (e.g. Paget’s disease, parotid swelling, maxillary hypoplasia, etc.)

Proptosis

Pupillary abnormalities

Facial muscular atrophy / weakness

B.  Endocrine Facies


--endocrine disorder—disorder of a gland that makes hormones—can’t see the internal problem but we can identify the physical manifestations

1.  Acromegaly—growth hormone excess—slide 1.8, 1.12



a.  thick supraorbital and nuchal ridges (bone thickenings)



b.  wide fleshy nose



c.  large protuberant lower jaw



d.  full plump lips



e.  differential diagnoses




1--Nl




2--Paget’s (1.10) 




3--pachydermopiriostosis—thick skin, not bones—1.11, 1.13—skull and chin look nl (1.9) vs. 1.24, 1.25—forhead and jaw protrude from the side view




4--hypothyroidism—edema of face and around nose.  

5--insulin resistant syndrome—1.16—atrophy of fat in face—bones become more pronounced—look from the side view—no thickenings of bone



f.  History to confirm acromegaly—clinical confirmation




1—hat, glove, and shoe size increase over time—table 1.17




2—macroglossia—1.19




3—malocclusion of teeth—don’t line up—1.24




4—square appearance to hands and feet—1.26, 1.27 




5—increase in skin thickness—1.28




6—bitemporal hemianopsia—visual fields absent in temporal areas



g.  Difinite Dx—




1—pretty sure from PE and history




2—need serum GH level—should be elevated and will not be suppressed by increased serum glucose (under normal conditions GH should decrease in response to increased serum glucose)


2.  Cushing’s Syndrome—excess adrenocorticotropic hormone (ACTH)



a.  Typical signs




1—obesity




2—hirsutism (hair where it shouldn’t be)




3—easy bruising




4—acne



b.  Specific signs




1—moon facies—1.32-1.34




2—buffalo humping—fat deposits in supraclavicular fossa




3—need to compare Cushing’s to obese

a.  small legs compared to abdominal area / larger legs in obese





b.  large striae (1.38)





c.  paper thin transparent skin

d.  proximal muscle weakness (upper arm, thigh, etc)—trouble with coming up from a sqaut)





e.  easy bruising



c.  Differential Diagnoses of Cushing’s




1.  pseudocushing’s from excess etoh—1.55




2.  obesity

3.  Grave’s disease / Diffuse toxic goiter / hyperthyroidism—1.59-1.60 (61—nl)



a.  exopthalmos / proptosis—protruding eyeballs with protraction of upper eyelid and periorbital edema—swelling around eyes (will remain even after tx)



b.  chemosis—conjunctival congestion



c.  thyroid achropathy—swelling around the root of the fingernails / compared to clubbing (swelling around root and under nails also)



d.  onchylosis—fungus under nails (silvery-yellow)



e.  peritibial myxedema—swelling of legs particularly anterior shins



f.  1.64, 1.65, 1.66, 1.69



g.  clinical diagnosis (sx)




1.  heat intolerance




2.  weight loss even with good nutrition




3.  irritable




4.  double vision—pressure on muscles that supply eye




5.  palpitations




6.  nervous / tremulous




7.  thinning hair




8.  sweating




9.  miss periods / cycles



f.  Diagnosis—check T4 level


4.  Hypothyroidism—under-active thyroid gland—more common in women



nl(hypothalamus(RF(anterior pituitary(TSH(thyroid makes T4(when T4 builds up in serum(negative feedback system is activated and TSH is then turned off.  In hypothyroidism the thyroid doesn’t make T4(therefore TSH builds up in serum



a.  physical manifestations




1.  pretibial myxedema




2.  periorbital edema




3.  thickened nose and lips




4.  sparse hair




5.  blank appearance—1.78




6.  cold, dry skin




7.  bradycardia




8.  absent or decreased deep tendon reflexes



b.  symptoms—opposite of Grave’s




1.  weight gain




2.  constipation




3.  fatigue




4.  thickened skin




5.  heavy mences




6.  periorbital edema



c.  1.75—classic picture of hypothyroidism

5.  Addison’s disease—decrease in cortisol production (adrenal cortex)—1.80



a.  physical manifestations




1.  hyperpigmentation—dark facies around mouth and exposed skin—a tan look

SKIN AND MUCOSAL LESIONS

1.  Review of Sx



Ask if it is an acute rash, or chronic?



Change in the color of skin?



Itch?



Associated changes? (hair, nails)

2.  PE


1.  evaluate the lesion



a.  color



b.  moisture (wet / dry)



c.  skin turgor



d.  skin texture

3.  ABCD rule of pigmented lesions


A—asymmetry


B—boarder (irregular)

C—color variation (90% brown with 10% raised black spot—reason to worry)


D—diameter (>6mm—cut off for worry)

4.  Location of lesion (fig. 6-86—p. 131)


1.  certain lesions distribute on particular areas of the body



a.  acne—upper back and face

b.  atopic dermatosis—may be associated with excema—elbow / knee crease / bottom of the neck



c.  photosensitivity—exposed areas



d.  psoriasis—flexor aspect of knee / elbow, scalp, fingers

e.  seborrheic dermatitis—anterior chest (between breasts), scalp (hairline and back of ears)



f.  pityriasis rosea—trunk only

*these make up 90% of the lesions we will see

SKIN CONDITIONS


1.  Psoriasis (table 6.1)



a.  scales—abundant and silvery



b.  nail lesions (exclusive to psoriasis)



c.  silvery scary lesions—plaques


(contrasted to seborrhea—greasy scales)


2.  Contact dermatitis—common dermatitis



a.  scalp—from hair dye



b.  face / eyes—make-up



c.  neck—after shave



d.  trunk—clothes (buckles)



e.  axilla—deodorant



f.  irritant vaginitis—bubble bath



g.  feet—shoes



h.  hand—bezal jewelry


*key—always use location to figure out the cause


3.  Lichen planus



a.  thickening of skin (lichenification) 1.169



b. from excessive scratching


4. acne rosacea—large red nose—1.172



a.  telangiectasia (blood vessels look like spiders)—1.173—chronic rosacea (this can sometimes be caused by etoh abuse)


5.  Urticaria—hives



a.  IgE mediated (Type I hypersensitivity reaction)



b.  angioneurotic edema—1.175—hives surround mouth / eyes in 10% of all urticaria



c.  see page 35 (Atlas)


6.  Erythema multiforme—1.177-1.181



a.  cutaneous reaction to circulating hormone



b.  complexes secondary to infx, drugs (cechlor), collagen disease



c.  see on the face



d.  Stevens-Johnson syndrome (from sever erythema multiforme)—secondary to bactrum—infl of mucous membranes


7.  Basal cell carcinoma—1.183, 1.184



a.  most common cutaneous skin ca



b.  usually in exposed areas (sun makes it worse)



c.  higher risk when work in the sun

ACNE TYPE LESIONS


A.  Folliculitis—1.185—infl of hair follicles—the base of the follicle has pustules 


B.  Impetigo—1.188, 1.189—classic appearance



a.  honey crusted lesions on the face—near mouth, under nose, other areas



b. closed comedones (whiteheads)



c.  open comedones (blackheads)—1.191


C.  Nodular acne—1.192—common in males


D.  Papulopustular acne—1.193—males and females


E.  1.194—also occurs on shoulders


F.  Erysipelas—1.195—infection caused by streptococcus



a.  tender induration arethema (warm and red)



b.  unilateral


G.  Tinea Capitus—fungal scalp infection—1.201


H.  Tinea Corporis—1.202—round lesion with central clearing


I.   Herpes Zoster / Shingles—caused by varicella—1.203



1.  lays dormant in dorsal nerve root ganglia(manifests later through one dermatome (usually V1 of CNV)(shingles (unilateral)—when it becomes crusted—not contagious


J.  Pemphigus vulgaris—1.205—



1.  younger—primary on side of mouth, loose flaccid bullae, lasts lifetime



2. need to be able to compare and contrast to Bollous Pemphigoid—older—more common—primary site—extremities, tense bullae (1.209)—large fluid-filled lesions that burst, palms and soles, intermittent (need steroids)



3.  table 6.3—Schwartz book


K.  Measles—1.210 and 1.211



1.  maculopapular rash



2.  Koplik’s spots—1.212


L.  Chicken pocks—covers whole face (classic—dew drop on rose pedal)—same virus as H. Zoster (only one part of the face)


M.  Peutz-Jeghers syndrome—1.219



1.  juvenille s.i. polyps (pseudopneumonic)



2.  dark pigment on the lips


N.  Spider angiomas—1.220, 1.221



1.  etoh (hepatocellular disease e.g. cirrhosis) / pregnancy



2.  red nose—think etoh


O.  Systemic Lupus Erythematosis (SLE)—butterfly rash (malar)—1.225



1.  younger women


P.  Discoid Lupus—1.227, 1.228


Q.  Connective tissue disorder—1.229, 1.230, 1.231



1.  systemic sclerosis—contracture of skin from fibrosis of connective tissue



2.  associated—telangectasia, mask (also see mask in Parkinson’s)


R.  Heliotrope—1.233, 1.234—purple, chronic—in dermatomyocitis—connective tissue


S.  Xanthelasmata—1.244, 1.243



1.  familial hypercholesterolemia



2.  with chest pain—watch out for CAD


T.  Angiofibroma—1.248



1.  pathoneumonic for tuberous sclerosis




a.  multiple angiofibromas




b.  seizure




c.  mental retardation


U.  Hemochromatosis—1.249—excess Fe stored in liver(liver failure


V.  Osler-Weber-Rendu (hereditary hemorrhagic telangectasia)—affects blood vessels of face, mouth, lungs(lesions build up(can bleed spontaneously—1.254-1.255


W.  Alopecia areata—1.256—some hair loss


X.  Alopecia totalis—1.257—hair loss of entire scalp


Y.  Alopecia universalis—1.1259, 260—loss of hair on entire body


Z.  Vitiligo—1.262—hypopigmentation around body orifices—mouth, elbows, knees—Michael Jackson


A1.  Sturge-Weber syndrome—1.273



1.  malformation of blood vessels on the face



2.  associated with epilepsy, mental retardation, port wine stain


* Tuberous sclerosis—angiofibroma and mentally retarded


* Sturge-Weber—port wine stain and mentally retarted

MISCELLANEOUS FACIAL DISORDERS


A.  Down’s syndrome—trisomy 21—1.291, 1.292



1.  almond shaped eyes



2.  eyes slant upward



3.  open mouth



4.  protruding tongue



5.  short broad neck and hands



6.  5th digit curves inward



7.  short stature



8.  mild to severe mental retardation



9.  cardiac anomalies—early death


B.  Paget’s disease—1.293, 94—compare to acromegaly



1.  enlarged frontal bone



2.  no squareness to hands and feet



3.  enlarged clavicles


C.  Ehlers-Danlso syndrome



1.  abnormal joint motility



2.  thin skin—scars—1.303



3.  flat, wide nose


D.  Congenital Syphillus—saddle bridge nose—1.305


E.  Wide nose—nasal polyps—1.308


F.  Hurler’s syndrome—1.307—



1.  congenital



2.  macropolysaccharidosis



3.  low eyes and ears



4.  pseudosprabismes—eyes look crossed


G.  Nasal fibromas—ears and nose—1.309


H.  Sunken temporal muscles—1.310



1.  temporal wasting—malignancy, malnutrition, chronic infection, malabsorption, social deprivation (depression)


I.  Facial symmetry—1.313



1.  blueness to side of face—cavernous hemangioma


J.  Parkinson’s masked faces—1.316, 317



1.  poor muscular mobility—can’t smile



2.  blank expression


K.  Enlargement of parotid—1.318, 323


L.  Mumps—1.319—unilateral parotid enlargement


M. Sjogrens—autoimmune—destroys lacrimal and salivary glands—1.321, 322



1.  arthritis



2.  dry mouth



3.  dry eyes


N.  Neoplasm / portal cirrhosis from etoh—1.323 

I.  The Mouth and Throat


A.  The mouth is a very visual area


B.  table 10.1—p. 245—know


C.  General 



1.  20% of all primary care visits are related to the mouth and throat



2.  many visits are associated with psychiatric disturbances




--swallowing difficulty




--burning / dryness




--bruxism  

II.  Lips


A.  Inflammation of the lips



1.  chelitis / angular stomatitis—2.1




a.  causes





-physical damage (sun, etc)





-dripping saliva—2.2





-riboflavin deficiency—2.3





-self-induced—2.4


B.  Infection—

1.  herpes simplex (cold sores)—2.5-2.6





-vesicular (fluid-filled) rash





-HSV 1 and HSV 2—can affect mouth / genitalia





-no fluid = not contagious





-painful





-associated with physical / emotional stress


C.  tinia corporis (ringworm)—2.7


D.  wart / barruca—2.8


E.  cavernous hemangioma—2.9 (uncommon site)


F.  Crohn’s Disease—(regional enteritis)—2.10-2.11




a.  can affect lip(anus




b.  6-20% get a lip disorder from Crohn’s




c.  usually see mouth effects first(then intestine


G.  apthous ulcer—cancher sore—2.13




a.  stress, viral infx, trauma


H.  Osler-Weber-Rendu—(hereditary hemorrhagic telangectasia)—2.14, 2.16—see multiple telagectasias



I.  systemic sclerosis—2.15—telangectasia


J.  Peutz-Jeger’s Syndrome—2.17—pathopneumonic for many s.i. polyps


K.  Addison’s—2.18—pigmentation changes—decrease in cortisol


L.  mucocele—10.11—benign, painless, chronic


M.  hemosiderosis—2.19—excess Fe—storage problem

III.  Gums and Teeth


A.  normal—2.20


B.  pregnancy—increases pigment—2.21


C.  smoking / coffee staining—2.22


D.  excess fluoride staining—2.23


E.  tetracycline given to pregnant(stain teeth of baby—2.24



1.  no tetracycline < 12 yo


F.  CF staining—2.25



1.  decrease in saliva from caliculi in salivary ducts(leads to pseudomonas


G.  periodontal disease—2.26 and on



1.  begins as gingivitis(progresses to inflammation of gums (2.28) / loss of teeth



2.  this is secondary to dental plaques from bacteria in food residue



3.  healthy teeth—2.29



4.  plaques harden and form stony tartar on teeth(common picture of tooth loss—2.30-2.31


H.  Swelling of gums—less common



1.  puberty, pregnancy



2.  drugs (esp. dilantin—seizure medicine)—2.41—gingival hyperplasia



3.  scurvy—vitamin c deficiency—2.42-2.43—amyloid deposits in gums



4.  AML—2.44


I.  Dermatologic conditions of mouth mucosa



1.  thrush / monilla




a.  typically on tongue




b.  thick white coat



2.  lichen planus—branched look




a.  white plaques



3.  herpes vesicles—2.45



4.  ulceration from self-mutilation—2.48-2.49



5.  acute necrotizing gingivitis (vincent’s angina)—2.50




a.  entire gingival surface inflamed (as opposed to dilantin) by the bacteria borrelia vincinti    




b.  young males and females, esp. in spring and fall




c.  sx—spontaneous bleeding of the gums, pain, halitosis, change in taste




d.  predisposing factors—malnutrition, smoking, CA



6.  apthous ulcer—commonest lesion in mucosa (herpes is most common on lip)—2.52




a.  usually small—Mikulicz’s apthae




b.  punched out




c.  caused by stress, virus (tocksaki), etc




d.  Rx—malox/milanta—drop on lesion 4-6x/d; oral anesthetic drops



7.  periadenitis mucosa necrotica—2.53




a.  similar to apthous ulcer but:





--larger





--not punched out—more plaque-like





--lasts >1mo





--recurrent





--extremely painful



8.  chronic desquamative gingivosis—2.54




a.  arethema (redness) with desquamation




b.  peeling of gingiva(leaves underlying gray color / surface




c.  sx—burning




d.  common in females



9.  epulis—2.55-2.56—most commonly seen in pregnancy




a.  form of pyogenic granuloma—2.57-58




b.  may become large enough to displace teeth—2.59



10.  Fordyce’s spots of buccal mucosa—10.16—p.  231




a.  little yellow papules—normal—predominantly on sebaceous glands  

IV.  Tongue


A.  Look for 



1.  hydration



2.  size—cannot usually touch chin / nose



3.  shape—triangle



4.  color—medium pink



5.  papilla—should be distinct esp. further back



6.  look for lesions



7.  blood vessels should be distinct sublingually


B.  Hairy tongue—2.62-2.63



1.  normal variant



2.  may follow antibiotic use


C.  leukoplakia—2.64



1.  pre-malignant condition(squamous cell carcinoma



2.  can’t be denuted (peeled off) like you can peel off thrush



3.  sharply defined edges


D.  Amyloidosis—2.67



1.  can be life-threatening in the heart, lungs, liver



2.  connective tissue



3.  external manifestation of internal pathophysiology


E.  motor of tongue is supplied exclusively by CNXII, therefore any problems (e.g. unilateral wasting)(defect in CNXII


F.  tongue deviates towards affected side—e.g. stroke—2.68-2.69


G.  Bilateral wasting—2.70



1.  isolated motor neuron disease



2.  often with fasciculations



3.  ALS—amyotrophic lateral sclerosis (Lou Gerhig’s)



4.  quivering / jumping of the tongue


H.  sublingual varices—10.22



1.  benign condition


I.  lipoma of the tongue—10.23


J.  geographic tongue—common—10.24



1.  different areas have a different color—10% of population



2.  benign


K.  glucagonoma—2.72



1.  beefy red color


L.  Fe deficiency anemia—2.75



1.  red bald tongue


M.  angular stomatitis / facial pallor—2.76


N.  B12 deficeincy—2.77-macroglossia


O.  peutz-jeger’s—2.79


P.  chronic apthous from crohn’s—2.80


Q.  multiple telangectasia on tongue(osler-weber-rendu—2.83


R.  SVC obstruction—2.85—(CA, etc)



1.  multiple angiomata and distention of sublingual venules


S.  Coxsackie virus—2.88



1.  hands, feet, mouth



2.  (herpangioma—just mouth)


T.  Lichen planus—2.91-2.92—raised white lesions and branched appearance 



1.  also seen on cheeks


U.  Bechet’s syndrome—2.93-2.94



1.  recurrent painful apthous ulcers in oral mucosa and genital mucosa



2.  associated with arthritis and iritis


V.  Thrush—2.95-2.97



1.  oral candidiasis (fungal)(same cause as vaginal yeast infx



2.  tongue / palate



3.  common pts




a.  infants—1 out of 4-5




b.  elderly




c.  immunosupressed




d.  steroid inhalers



4.  can be scraped off


W.  oral carcinoma—2.98



1.  usually occurs on edges or under tongue



2.  usually painless

V.  Palate and Pharynx


A.  Inspection of palate and pharynx



1.  petechiae—2.100 / purpura—2.101



2.  may be associated with thrombocytopenia / leukemia


B.  infectious mononucleosis—exudate (breakdown product of infx / virus—can’t scrape)—white material on tonsils—2.103



1.  diffuse exudate almost always present in mono; also strep and diptheria (rare)


C.  Wegener’s Granulomatosis—2.104



1.  nodular pharynx with associated hematurea, vasculitis, pulmonary infiltrates


D.  neoplasm—2.108


E.  Torus palatinus—10.32



1.  women:men—2:1



2.  benign



3.  hard, lobulated, swollen



4.  painless



5.  asymptomatic



6.  undetected until middle age


E.  oral CA—10.40-10.43



1.  squamous cell most common (basal cell most common cutaneous)



2.  95% found on lower lip rather than upper lip



3.  lateral tongue or sublingual 



4.  more common in African Americans



5.  risks—5S’s




--smoking, spirits, spices (chew), syphilis (uncommon), spikes (dentures—uncommon)

VI.  Nose, Pharynx Disorders


A. important to look in nose 



1. mucosa—pink (nl), vs. pale (allergy), vs. red (infx)



2.  nasal patency



3.  moisture in nose—should have some—clear drainage(may




 indicate allergy


B. Nasal obstruction



1.  can’t see up nose



2.  chronic




a.  allergic rhinitis—swelling of turbinates(edematous, pale, eatery discharge




b.  vasomotor rhinitis—from environment—smoke, temperature extremes



3.  chronic vasoconstrictor use(used >4d(get rebound(nose is physically addicted to it(put it down(nose gets worse



4.  deviated septum—one side nl—other side looks pushed to the front



5.  polyps—usually higher up


C.  Acute nasal obstruction



1.  URI—cold—thick mucus production



2.  sinusitis



3.  menstruation



4.  pregnancy



5.  foreign bodies


D.  epistaxis



1.  common in winter



2.  95% due to picking



3.  bleeding occurs at Kessilbach’s plexus (on septum)



4.  dryness-common cause in winter



5.  infection—sinusitis / URI—irritate Kessilbach’s



6.  HTN—blood vessels bleed



7.  ASA / coumadin



8.  bleeding disorders—look for petichiae (mouth) / telangectasia (osler-weber-rendu)—30-40m nose bleed


E.  anosmia—can’t smell correctly



1.  URI / sinusitis



2.  meds—e.g. ACE inhibitors



3.  chronic obstruction—polyps


F.  Conditions



1.  Sinusitis




a.  inflammation of sinuses




b.  caused by infx




c.  #1 bacterial pathogen—streptococcus




d.  sx—





i.  chronic (gradual)—congestion, day-time cough, low grade fever, halitosis, periorbital edema, headache (esp. in morning), fullness in face, thumping / throbbing when bend over





ii.  acute—fever and severe pain




e.  signs—table 9.2, 9.3





i.  nasal mucosa—red with green drainage (see also with colds)





ii.  tenderness of the sinus






--frontal / maxillary (tooth), ethmoid—behind the eyes, sphenoid—mastoid tenderness





iii.  in acute there will be more exquisite tenderness





iv.  mild pharyngitis—drainage of infected mucus





v.  lymphadenopathy—






--anterior cervical chain = frontal / maxillary






--posterior cervical chain = frontal maxillary






--occipital nodes = sphenoid



2.  Pharyngitis




a.  75% of all cases are viral




b.  Sx of acute pharyngitis


 


i.  myalgia





ii.  sore throat





iii.  fever





iv.  N/V; headache maybe




c.  signs





i.  infection of pharynx—red/inflamed





ii.  fever





iii.  anterior cervical lymphadenopathy




d.  cannot tell virus vs. pyogenes by just looking—better than 50% from PE, but not completely sure




e.  viral may have exudate—coxsackie virus—vesicles—less intense arethema




f.  strep can look normal to grossly abnormal




g.  typical strep





i.  beefy red / purple color





ii.  patchy exudate on tonsils





iii.  uvula can be involved—red




h.  what to do:

Hx / PE--------classic signs/sx--------(Rx

     


     |

    


     | not classic

   


     |  

   


     |

rapid strep test (agglutination type test—fairly specific; not sensitive)




/      \



          /          \



        /              \

                Rx (----+               (-)----(throat culture(very sensitive)—24-48h






         /
      \






        /          \






      /              \





      Rx (--+             (-)--(virus

i.  don’t let exudate be your guide




j.  not all exudate pharyngitis is strep—mono, etc




k.  however, in strep there is commonly exudate




l.  causes of pharyngitis





i.  trauma





ii.  heat (smoking)





iii.  irritant (smoking)





iv.  mouth breathing (nasal polyps)





v.  subacute thyroiditis





vi.  psychogenic—with no pathology





vii.  CA of tonsil





viii.  CNIX—neuralgia could cause sore throat—rare 

Evaluation of the Eye

I.  Anatomy of the Eye—fig. 8-1


A.  pupil—small round aperture in  the middle of the eye


B.  iris—circular colored area


C.  canthus—medial and lateral edge of the eye 

D.  limbus—outer area of the iris


E.  sclera—white portion


F.  conjunctiva—vascular mucous membrane over the sclera and lining the lids

II.  Muscular cross section –fig. 8-2, 8-3

III.  Neurologic—table 8-1

Muscle
Action
CN Innervation

Medial rectus
Adduction (move nasally)
CNIII

Lateral rectus
Abduction
CNVI

Inferior rectus
Depression, extorsion, adduction
CNIII

Superior rectus
Elevation, intorsion, adduction
CNIII

Superior oblique
Intorsion, depression, abduction
CNIV

Inferior oblique
Extorsion, elevation, abduction
CNIII

*when the extraocular muscles are inspected, the CN’s are also inspected

*lids are innervated by two CN’s

IV.  Extraocular movements—fig. 8-4

V.  CNII—all sensory—no motor function—responsible for vision (only one that can be seen)

VI.  CNIII, IV, VI—motor nerves—innervation of muscles

VII.  ROS 

A.  there are many symptoms concerning the eye—table 8-3

Visual Sx
Possible Causes

Loss of vision
Optic neuritis

Detached retina

Retinal hemorrhage

Central retinal vascular occlusion

CNS disease

Spots
No pathological significance

Flashes
Migraine

Retinal detachments

Posterior vitreous detachment

Loss of visual field / shadows**
Retinal detachment

Retinal hemorrhage

TIA

Glare, photophobia
Iritis

Meningitis

Migraine

Vision distortion
Retinal detachment

Macular edema

DM

Difficulty seeing in dim light
Myopia

Cataract

Vitamin A deficiency

Retinal degeneration

Colored haloes around lights
Acute narrow angle glaucoma

Opacities in lens or cornea

Colored vision changes
Cataracts

Drugs (dig)

Double vision
Extraocular muscle paresis/paralysis


**Amaurosis fugax—someone pulled a curtain down over your eyes—last 5m(then curtain lifts—think TIA and look for any other evidence or potentiality to have a CVA


B.  Nonvisual, painful eye sx and dz states

Nonvisual, painful sx
Possible causes

Foreign body sensation
Foreign body, corneal abrasion

Burning
Conjunctivits, sjogrens, refractive error

Throbbing, aching
Acute iritis, sinusitis

Tenderness
Eyelid infl, conjunctivitis, iritis

Headache
Migraine, sinusitis, refreactive errors

Drawing sensation
Uncorrected refractive errors


C.  Nonvisual, painless eye sx and dz states

Nonvisual, painless sx
Possible causes

Itching
Dry eyes, eye fatigue, allergies

Tearing
Emotional states, hypersecretion of tears, blockage of drainage

Dryness
Sjogrens, decreased secretion from aging

Sandiness, grittiness
Conjunctivitis

Fullness of eyes
Proptosis, aging changes in lids

Twitching
Fibrillation of orbicularis oculi

Eyelid heaviness
Fatigue, eyelid edema

Dizziness
Refrative error, vestibular, cerebellar dz

Excessive blinking
Local irritant, facial tic

Eyelids sticking together
Infl dz of eyelid/conjunctive

D.  Pt presents with vision loss—2 questions



1.  gradual loss(varied causes determined by Hx and PE



2.  sudden loss—3 problems need to be R/O




a.  stroke (retinal bleed, occlusion of retinal artery, bleed in brain)




b.  detached retina




c.  acute glaucoma


E.  Diplopia—problems with muscles


F.  pain—ask if it is on movement of eye at rest; photophobia

PE OF THE EYE

A.  Acuity—Snellen (CNII)


1.  20’ away—cover one eye


2.  20/10—20/200


3.  if can’t see big E at 20/200(gauge vision by counting fingers in front of the face


4.  if can’t see fingers—guage if pt can see light (penlight)

B.  Visual Fields (confrontational testing)


1.  temporal, nasal, superior, inferior


2.  compare pt to self


3.  test accommodation


4.  scotoma—problem with visual fields

C.  Left and right optic nerves


1.  nasal part of retina directs objects in peripheral area (temporal)



--nasal retina used to see in peripheral areas



--temporal retina used to see in nasal / midline areas


2.  fibers come back to the brain



--temporal fibers are ipsilateral



--nasal fibers cross over the optic chiasm (to contralateral occipital region)


3.  problem anterior to the optic chiasm(lose one full eye


4.  problem at optic chiasm(bitemporal hemianopsia


5.  problem posterior to the optic chiasm(homonymous hemianopsia (lose a field of vision (e.g. temporal field)


6.  figure 8.11—p. 161

D.  Assess ocular movements—


1.  assess alignment—fig. 8-14


2.  look through cardinal fields



--trying to identify




a.  tropia—malalignment of the eye present under all conditions




b.  phoria—malalignment of the eye present under certain conditions—use the cover test

E.  Muscular conditions of the eye


1.  Ptosis—fig. 1.97—detected by one look



a.  eyelid droops on iris itself (uniorbital)



b.  causes—




-congenital




-levetor muscle defect




-CNIII palsy




-local dz—





-amyloid deposit





-chalazion—in middle of eyelid—3.19, 3.20—points away from the lid margin





-dehiscence of levator aponeurosis—muscle rots





-myopathic—myesthenia gravis (bilateral/unilateral)—dx with edrophonium injection(if droop improves(MG




-Horner’s syndrome—1.102, 1.104 (suspect of small pupil on same side as ptosis)



c.  establish if the ptosis is real—ask pt to look up—they should be able to unless there is a complete palsy of CNIII

F.  Palsys of the Eye (extraocular muscle problems)


1.  CNIII palsy—causes (pupil large on affected ptosis side)



-ptosis



-dilated pupil



-movement problems (can’t elevate/adduct eye)



-can’t abduct/supress (different nerves)



-fig 1.103, 1.105—CNIII defect


2.  CNVI 



-1.112—no lateral rectus action—the eye will deviate medially


3.  CNIV



-the eye will not move down or nasally


4.  Bell’s Palsy—1.158



-unilateral CNVII palsy



-facial droop on the affected side



-cannot close the eye—on attempt the eye goes upward


5.  Horner’s Syndrome—1.102, 104



a.  sympathetic nervous system paralysis



b.  ptosis with a constricted pupil on affected side



c.  compare with CNIII palsy (dilated pupil)


6.  Myotonic Pupil—1.113 (ocular myopathy)



a.  more common in women



b.  pupil reacts poorly to light and accomidation



c.  poor reflex response (knee/ankle)


7.  Argyll-Robertson Pupil (prostitute pupil)—1.134



a.  accomadates but does not react



*reaction—shine light on eye and the eye constricts



*accomadation—secondary constriction in the other eye



*these have different nerve pathways



*PERRLA—pupil equal, round, reactive to light and accommodation


8.  table 8.7—compare Argyll to Horners


Argyll-Robertson Pupil
Horner’s Syndrome 

Laterality
Bilateral
Unilateral

Rxn to light
Nonreactive
Reactive

Accommodation
Reactive
Reactive

Pupillary size
Miotic
Miotic

Other signs
Absent knee jerk
Slight ptosis

G.  Inspect Lids


1.  ptosis


2.  fig 8.18—chalazions—growths in lid

H.  Inspect Conjunctivae


1.  Look for—

a.  infl (redness)



b.  pigmentation



c.  lymphadenopathy



d.  swelling



e.  hemorrhage in conjunctiva


2.  Problems with conjunctivae



a.  pale conjunctiva with anemia—3.23, 3.25 (Fe deficiency)



b.  conjunctivitis




-3.26—allergic conjunctivitis (itchy/watery discharge)




-viral conjunctivits (itchy/thin yellowish drainage)—associated pre-auricular lymphadenopathy 




-3.29—bacterial conjunctivitis (red/thich mucopurulent discharge; photophobia!)


3.  Ptergyum—3.34, 8.21



a.  triangular wedge of tissue



b.  hot climates



c.  vascular growth


4.  3.38—subconjunctival hemorrhage—benign



a.  from coughing too hard



b.  no underlying dz



c.  WELL DEMARCATED

I.  Inspect Sclera


1.  color—nl is white


2.  in babies it is pale blue


3.  osteogenesis imperfecta—3.65, 3.66—very blue



--recessive trait



--thin sclera



--associated with multiple broken bones


4.  jaundice sclera—3.64



--increased bili in serum



--liver dz



--use natural light to see it


5.  COMPARE scleritis and epi-scleritis



a.  episcleritis—8.23




--less well demarcated




--common




--self-limiting (get better)




--young adults




--may be associated with rheumatoid arthritis/Crohn’s




--superficial




--painless




--may be transversed 

--3.67, 3.68



b.  scleritis




--less common




--infl of sclera itself




--more women




--painful




--older people




--associated with connective tissue dz like episcleritis, herpes-zoster




--nodular




--seen with shingles




--can involve cornea / iris (episcleritis does NOT)


6.  scleramalacia perforans—3.69



a.  more females—yellowish necrotic patch—gradually exposing uvea



b.  chronic rheumatoid arthritis

J.  Inspect Cornea


1.  uveal tract


2.  Look for—



a.  corneal ulcers (secondary to contact lenses)—8.25, 3.40, 3.41, 42, 43




--painful




--refer to ophthalmologist because this can lead to loss of vision if not treated




--leaves a scar if deep



b.  band keratopathy—3.46—gray patch from pappilary margin to periphery




--Ca++ deposits in subepithelial space




--cause—





--underlying high Ca++




--associated with chronic iridocyclitis (infl of iris)




--sharp edges



c.  3.47, 48—sclerosing keratitis—secondary infl from sclera




--opacity from lipid/lymphoid deposition



d.  interstitial keratitis—3.49




--from inherited syphilis




--children




--unilateral




--precipitated by injury




--painful




--congestion of cilia




--progresses to ground glass appearance—3.50



e.  Arcus senilis—3.51, 52, 53




--annular lipid infiltration in peripheral rim of cornea




--very common esp. in elderly




--if see in young—associated with DM/hyperlipidemia




--old common—don’t worry as much



f.  keiser flysher ring




--yellow-green ring on the outside of the eye




--pathopneumonic for Wilson’s Dz—disorder of copper met



g.  iridocyclitis—Acute iritis—8.26




--infl of iris and ciliary body




--etiology





--trauma





--perforating injuries





--infx of sclera/cornea





--endogenous infx—TB, gonorrhea, syphilis




     ***
--associated with systemic connective tissue disorder





    8.26
-juvenile rhematoid arthritis-painful, photophobia






-SLE



h.  redness around cornea from ciliary injections—3.54 (circumcorneal congestion)



i.  keratic precipitates—3.55




--iridocyclitis





-Hx and PE





-slit lamp exam




--chronic(progresses to (cataracts—3.58




--complication of iridocyclitis(ACUTE GLAUCOMA





--3.59, 60





--sudden onset





--painful and red





--enlarged pupil






--ciliary injection





--elevated intraocular pressure(can lose vision



j.  coloboma—3.62




--congenital closure of embryonic cleft




--darkness in lower pupil




--can be associated with Kleinfelder’s syndrome—males



k.  melenoma—3.63




--solitary nodule of abnl pigmentation

LENS AND RETINA—Fundascopic Exam

A.  fundascope 1’ away from eye—look for the red reflex—if none(cataract—will see hazyness/dryness—3.70-73

B.  senile cataracts—


--common >60yo


--<60—suspect a dz



--occular dz—chronic iritocyclitis



--congenital cataracts



--Down’s



--DM



--trauma (perforation



--chronic steroid therapy

INSPECT LACRIMAL GLAND

A.  can see only the punctam—8.1

B.  epiphoria—excessive tearing


--secondary to blocked tear duct(infants(material can be expressed through punctam


--push lacrimal apparatus up towards punctam(see if stuff comes out


--if so(do 3-5x/d to get rid of blockage

OPTIC FUNDUS


--dilate pupil with midreatic agent


--contraindications to midreatic—



--glaucoma or suspected



--previous eye surgery


--optic disc (nasal)(BV(macula (more temporal)—fig. 8.33


--do the exam methodically and the same way every time so you don’t miss anything


A.  nl—4.5, 4.6


B.  nl optic disc—4.7



-disc



-cup—funnel depression nl >1/2 disc size



-cup to disc ratio—nl--<.5


C.  chronic glaucoma—4.8—large cup:disc ratio and bending blood vessels at the end of disc


D.  retinal vessels stop short of the fovea (avascular)—4.9, 10, 11


E.  macula—1-1 ½  disc widths from the optic disc



--fovea—small depression in the center


F. fovial reflex—4.13 (NL)

DISC PROBLEMS


A.  optic atrophy of the left side—4.15



--pale disc/narrow cup—sharply defined edges on disc


B.  glaucoma—4.17-18


C.  papilledema—4.19



--swelling of disc(non-infl edema)



--lose sharp image of the optic disc



--hyperemia


D.  Late papilledema(swelling of papillae—4.20


E.  soft white patches are a late sign of increased intraocular pressure—4.21



--seen with




--tumors




--hydrocephalus




--infx


F.  Blood Vessels



1.  HTN—see changes in the blood vessels




a.  cotton wool exudate—4.24




b.  flame hemorrhages—4.25




c.  macula fan—deep linear—4.26



2.  myelinated nerve fibers—4.28, 8.34




a.  white patch




b.  can cause central scatoma(blind spot (congenital and unilateral)



3.  subhyaloid hemorrhage—4.29




a.  pathopneumonic for subarachnoid hemorrhage(can be lethal



4.  Table 8.11—compares conditions

Differentiation of blurred disc margins

Presentation
Papilledema
Papillitis
Drusen
Myelinated nerve fibers
CRV occlusion

Visual acuity
Nl
Decreased
Nl
Nl
Decreased

Venous pulsations
Absent
Variable
Present
Present
Absent

Pain
Headache
Eye mvt pain
No
No
No

Light rxn
Present
Marcus gunn
Present
Present
Present

Hemorrhage
Present
Present
Uncommon
No
Marked

Visual fields
Enlarged blind spot
Central scotoma
Enlarged blind spot
Scomotoma corresponds to myelinaed areas
Variable

Laterality
Bilateral
Unilateral
Bolateral
Seldom bilateral
Unilateral



5.  hyperviscosity syndromes




a.  tortuosity of BV—4.30 (p. 111)




b.  blot hemorrhages—4.31



6.  central retinal artery occlusion—4.32




a.  caused by embolus—loss of vision, cherry red macula (4.32)




b.  only that part changes—4.34, 41, 8.40



7.  central retinal vein occlusion




a.  more common




b.  major cause of blindness




c.  wall paper splash hemorrhage—4.36




d.  4.38, 39—branhes




e.  sx





--blurred vision—progresses





--prognosis good if partial





--associated with DM/HTN (central AND branch occlusions)



8.  Hypertensive retinopathy—4.41, 42




a.  narrow arteries




b.  cu wiring




c.  straighter with right angle branches




d.  NL—4.43




e.  changes are graded—




I—cu wiring




II—AV nicking mask of vein with tapering of the artery—Gunns Sign—4.44—veins show tapering before and after the crossing




III—flame hemorrhages—4.45—cotton wool exudate—46, 47, 48—if this is near the macula—macula-star




IV—papillodema—49, 50



11.  DM Retinopathy—DIFFERENT




a.  vein problems—NOT artery problems




b.  venous dilitation—4.51—earliest change




c.  dot blot hemorrhage (background retinopathy)—4.52-56




d.  hemorrhage b/c exudate—soft (cotton-wool)—especially with associated HTN—4.57, 58




e.  small dots—part exudate (reflects infarcted areas)—reflects debris from BV leakage—4.59, 60-64




f.  Refer to ophthalmologist




g.  circle maculopathy—4.65





--bad prognosis





--when exudate encroaches onto macula 




h.  neovascularization—critical factor—hypoxia to tissue





--pre-proliferative stage—4.71, 72, 73






--beaded outline (sup. temporal area)





--proliferative stage—tx with laser






--retinitis prolyperams(blindness






--new BV’s overwhelm the eye

RETINA AND MACULA


A.  choroiditis—4.81-84



--infl of the choroid



--yellow plaques



--chronic



--infx could be the cause (CMV, toxoplasmosis)


B.  Retinits Pigmentosa—4.89



--large pigmented spots—start in periphery and encroach toward center of fundus

--atrophy and tesseled choroid


C.  Tresel Truser—8.46 (optic atrophy)


D.  macular degeneration—colloid bodies (faint yellowish spots)(blindness—4.95, 96


E.  retinal detachment—4.97-99



--lose axial reflex



--folding of retina


F.  Table 8.8 and 8.10

Differentiation of Whitish Lesions of the Fundus



Cotton-wool spots
Fatty exudates
Drusen
Chorioretinitis

Etiology
HTN

DM retinopathy

AIDS

Lupus

Dermatomyositis

Papilledema
DM—Retinal venous occlusion

HTN retinopathy
Can be nl with aging

Age-related macular degeneration
Toxo

Sarcoidosis

CMV

Boarder
Fuzzy
Well defined
Well defined, nonpigmented
Large with ragged edge, heavily pigmented

Shape
Irregular
Small, irregular
Round, well circumscribed
Very variable

Patterns
Variable
Clustered in circles or stars
Variable; symmetric on both sides
Variable

Comments
Caused by ischemic infarct of the nerve layer of the retina; obscures retinal BV’s; several in number
In deep retinal layer
Confused with fatty exudates; deep to retinal BV’s
Acute with white exudate; healed lesion with pigmented scar (toxo)

Retinal Characteristics of Common Diseases

Condition
Primary findings
Distribution
Secondary findings

DM
Microaneurisms

Neovascularization

Retinitis proliferans
Posterior pole
Hard exudates

Deep hemorrhages

RVO

Vitreous hemorrhages

HTN
Copper wiring

Flame hemorrhages

A-V nicking
Throughout retina
Hard and soft exudates

RVO

Macular stars

Papilledema
Hyperemia of the disc

Venous engorgement

Retinal hemorrhages

Disc elevations

Loss of spontaneous venous pulsations

Cotton-wool
On or near disc
Hard 

Optic atrophy, late

RVO
Hemorrhages

Neovascularization
Confined to area drained by affected vein
Exudates

RAO
Pallor of retina

Decreased width of artery

Embolus possibly visible
Confined o area supplied
Optic atrophy, late

Arteriolar sclerosis
Widening of light reflex

Cu wiring

A-V nicking
Throughout retina
Decrease in retinal pigment

GLAUCOMA—compare acute and open angle


A.  characteristics—table 8.9


Primary open-angle glaucoma (chronic)
Narrow-angle glaucoma (acute)

Occurance
85% of cases
15% of cases

Cause
Unclear
Closed angle prevents aqueous drainage

Age at onset
Variable
50-85yo

Anterior chamber
Usually nl
Shallow

Chamber angle
Nl
Narrow

Sx
Generally none; decreased vision late
Headache

Haloes

Sudden onset of severe eye pain

V during attack

Cupping of disc
Progressive if not treated
After untreated attacks

Visual fields
Peripheral fields early

Central invovement is a late sign
Involvement is a late sign

Ocular pressure
Progressively higher if not medically controlled
Early: detected with provocative tests only

Late: high

Other signs

Fixed, partially dilated pupil

Conjunctival congestion

Steamy cornea

Tx
Medical

Laser surgery
Surgical

Prognosis
Good if recognized early

Very dependent on pt compliance
good

EAR

I.  Anatomy—p. 192, fig. 9-1


A. external


B.  middle


C.  inner


--physical air vibration(tympanic membrane(fig. 9-5)(bones (malleus, incus, stapes)(cochlea(nerve stimulation (CNVIII)(brain interprets sound


--semicircular canal—air filled(balance


--Eustachian Tube (ET)—connection from middle ear (behind tympanic membrane)(posterior pharynx



-e.g. lay down(mucus can travel through ET to the tym[panic membrane


--otoscope—adult—pull back




--child—pull up




--this straightens the external ear canal

II.  Looking for 3 things in external canal


A.  Color of tympanic membrane



--red = infection



--white = scarring


B.  Normal / bulging / retracted



--normal—see the handle of the malleus



--bulging—can not see the handle of the malleus and see tiny blood vessels in a circular pattern



--retracted (sucked back in)—back pressure from the inside—see all the bones well pronounced (fig. 9-5)


C.  Light Reflex—triangular shape at 7:00



--if this is absent(the tympanic membrane is bulging or retracted

--fig. 9-6—cross section of the cochlea


--CNVIII controls


--cochlear branch(hearing


--vestibular branch(balance

III.  Functions of the Ear


A.  cochlea—sound


B.  semicircular canals—balance (along with the sinuses and nerve pathways)



--nystagmus—movement of the eye (congenital)




-looking for balance problems




-eyes move horizontally(problem in the labyrinth




-eyes move vertically(problem in the brain stem




-slow nystagmus(ocular nystagmus(problem with the eye itself

IV.  Hearing Loss


A.  History



1.  Focality




a.  Is there a loss in both ears or one ear?




b.  What kind of noise can not be heard?




c.  What is the duration of the hearing loss?




d.  Ask about occupation / hobbies—may explain hearing loss. e.g. railroad




e.  Ask about medications—gentomycin can cause permanent hearing loss.  Aspirin / forosemide—these can cause transient hearing loss (asa can also cause tinnitus—ringing in the ears)




f.  otosclerosis—formation of new bone in the labyrinth(loss of normal action of bone—they may hear better in a noisy environment




g.  AD—R ear; AS—L ear; AU—both ears

table 9-5—Common causes of deafness

Patient
Conductive deafness
Sensorineural deafness

Child
Congenital

Acute OM

Chronic OM

Cerumen

Trauma
Congenital

Mumps labyrinthitis

Maternal rebella during 1st trimester

Birth trauma

Congenital syphilis



Adult
Serious OM

Chronic OM

External otitis

Cerumin

ET blockage

Viral meningitis

Cholesteatoma

Otosclerosis
Delayed-onset congenital

Meniere’s dz

Ototoxic drugs

Viral labyrinthitis

Acoustic neuroma

Presbycusis (age-related deafness



2.  Conductive hearing loss




a.  conduction blocks the transmission of sound from the external ear to the internal ear




b.  either the canal, TM, or behind the TM




c.  Causes—





-cerumen





-foreign bodies





-infection—esp. 4-15yo





-congenital anomolies (e.g. otosclerosis—15-40yo)



3.  Sensorineural hearing loss




a.  inner ear structures or the auditory nerve itself




b.  congenital—50% of child deafness is caused by maternal rubella infection(most common deafness




c.  acquired—

-gentomycin





-tumor





-acoustic neuroma—pressure on CNVIII




d.  get clue in how they speak—





-conductive—they will talk softly(they can’t hear but they can feel the vibration in bone





-sensorineural—nerve problem

4.  tennitius—ringing—most common from inner ear Dz:  table 9-1

Location
Pulsatile / clicking
Nonpulsatile

External ear
OE

Bullous myringitis

Foreign body
Cerumen

TM perforation

Foreign body

Middle ear
OM

Vascular anomalies

Neoplasm

ET dysfunction
Otoscleritis

Serous otitis

Inner ear
Vascular anomalies
Cochlear otosclerosis

Meniere’s dz

Labyrithitis

Noise trauma

Drug toxicity

Presbycusis

CNS
Vascular anomalies

HTN
Syphilis

Degenerative dz

Cerebral atherosclerosis

--Meniere’s Dz—combination of 3 things


1.  tennitis


2.  dizziness


3.  hearing loss


*it is actually vertigo—spinning

V.  PE of the Ear--


A.  inspect external ear—look for normal anatomic structure—5.1



-Treacher Collins Syndrome—5.3-5.4




-absent external auditory meatus




-hypognathism—short chin



-absent pinna—5.5—conductive hearing loss



-solar keratosis—5.7-5.9




-actinic keratosis




-changes on ear and forehead from the sun




-pre-cancerous




-20y(squamous cell carcinoma



-tophus—5.10-5.11




-bluish growth—seen in pts with porphyris cutanea tarda




-associated with chronic gout



-external otitis—5.18



-keratoacanthoma—5.20-23




-squamous cell carcinoma




-need to excise



-cysts/fibromas—common—5.24-25—don’t worry



B.  acuity—after examine external ear—



-look for decibels of hearing loss



-0 = perfect



-10-40 loss is normal



->40 = definable hearing loss



-spoken voice 500mHz-2000mHz



-we check 500, 1000, 2000, 4000—some higher sounds



-tuning fork—500-1000mHz

1.  Rinne Test—fig. 9-11




-place tuning fork on mastoid process.  When sound is no longer heard, remove and sound should still be heard




-air conduction > bone conduction




-+Rinne = normal




-  — Rinne = bone greater than air(shows conductive loss



2.  Weber Test—fig. 9-12




-place tuning fork in center of forehead(should hear sound equally in both ears




-in the presence of conductive hearing loss, the sound will be heard on the side of the conductive loss




-in the presence of sensorineural loss, the sound will be heard better on the opposite (unaffected) side


C.  Internal ear exam—fig. 5-29



1.  external canal—looking for inflammation in outer part of the ear—pus, etc



2.  TM—




-OM—bacterial infx of the middle ear




-acute—5.30—red, no light reflex, bulging




-advanced OM—acute OM with effusion—pus on the floor




-chronic OM—5.31—red with a hole



3.  cholesteatoma—5.32—collection of debris / overgrowth of squamous tissue in the ear



4.  serous OM—collection of fluid behind the eardrum secondary to ET dysfunction

Table 9-6—know

Differentiation of acute OM from OE

Signs and sx
Acute OE
Acute OM

Pressure on tragus
Painful
No pain

Lymphadenopathy
Frequent
Absent

External canal
Edematous
Normal

Season
Summer
Winter

TM
Normal
Fluid behind drum / possible perforation

Fever
Yes
Yes

Hearing loss
Slight or normal
decreased

NECK

I.  Two triangles separated by the anterior belly of SCM (CNXI)


A.  anterior triangle


B.  posterior trianlge

II.  tenderness in back of neck = trapezius; sides = SCM—whiplash causes tenderness in both areas

III.  palpate neck—feel trachea


A.  figure 7-4—palpate thyroid—one hand from front; two hands from back


B.  carotid arteries—lateral to larynx


C.  nodes—pre-auricular, posterior auricular, occipital, tonsilar, submaxillary, submental, superficial cervical, deep cervical, posterior cervical, supraclavicular

IV.  PE


A.  inspection



1.  muscle



2.  auscultate carotids—bruits (have them take deep breath and hold it—abnl is a low pitched sound)


B.  palpate



1.  nodes



2.  thyroid—size, presence or absence of a nodule 



3.  nodule is CA until proven otherwise

V.  Neck Abnormalities—


A.  Pickwickian Syndrome—6.1 (nl 6.2)



1.  short neck



2.  sleep apnea and obesity



3.  decreased PO2, increased PCO2



4.  fatigue



5.  sleep during the day (NOT narcolepsy)




-narcolepsy—excessive daytime sleeping)


B.  Klippel-Feil Syndrome—



1.  congenital fusion of cervical vertebrae—6.3-6.4



2.  occasionally vertebrae may be absent—6.5-6.6



3.  thoracic scoliosis—6.7


C.  Turner’s Syndrome—6.10-6.11



1.  webbed neck



2.  associated with Klipper-Feil Syndrome



3.  only 1 X chromosome



4.  high incidence of coarctation of the aorta



5.  lymphedema

6.  streaked (sterile) ovaries

7.  broad legs

8.  short 4th and 5th digits


D.  Thyroglossal Duct Cyst—6.14



1.  #1 congenital neck mass above Adam’s apple



2.  painless



3.  smooth



4.  adolescents



5.  displaced superiorly on swallowing


E.  Branchial Cyst—6.15



1.  adolescents



2.  anterior boarder of SCM at the level of the hyoid



3.  painless


F.  Goiter—6.16-6.18



1.  Grave’s Dz (6.16)—hyperplasia of the thyroid



2.  multi-nodular goiter—6.17-19




-hyper/hypo/eu thyroid




-increased tissue production—NOT necessarily over production of hormones (most multi-nodular are hypothyroid)


G.  Lymphadenopathy



--need to differentiate b/t infx and lymphoma

Infectious
Lymphoma—6.26

Most are infxs (sinusitis, conjunctivits—infx above the neck(nodes)
Metastatic

Somewhat tender to very tender
Not tender

Always moveable
Fixed

Can be small or large
Large

Soft with some give
Firm


BIOPSY


H.  Skin



1.  Herpes-Zoster—6.39




a.  purple vesicular rash following one dermatome



2.  Contact dermatitis—6.40-41




a.  nickel dermatitis




b.  bazel (watch bands, belt buckles, etc)

HEAD AND NECK

Four general problems of the head and neck


--Syncope, dizziness, vertigo, headache


--all common presentations to primary care PA


--good Hx and PE is essential

I.  Syncope—generalized muscle weakness with a loss of postural tone leading to an inability to stand upright and loss of consciousness


A.  Associated signs and Sx—

1.  maintain sphincter control (in seizure sphincter control is lost)



2.  weak pulse (thready)



3.  shallow breathing



4.  pallor and sweaty



5.  normal mentation when wake up (in seizure confusion when wake up)


Etiologies of Syncope—


B.  Vasovagal syncope—most common



1.  physical/emotional stress



2.  warm crowded environment



3.  prodrome(nausea, sweating, weakness


C.  Postural hypotension (orthostatic)—loss of normal vasoconstriction reflex



1.  familial



2.  hypovolemic secondary to blood loss



3.  secondary to meds—esp. BP meds (i.e. alpha-blockers)



4.  need to check for it:




-compare supine BP with standing BP— + orthostatic if the systolic or diastolic drops 10mmHg




-compare pulses—normally the pulse will increase 1-2 BPM from sitting to standing, if it goes up more than 10 BPM(+ for orthostatic hypotension



5.  primary autonomic insufficiency




->40yo (congenital)




-associated with impotence




-sphincter disturbance




-more men



6.  Sympathectomy—SNS clipped 




-lose sympathetic reflex to help posture


D.  Micturition Syncope



1.  usually elderly



2.  often after rising from recumbent position


E.  Cardiac Syncope—most commonly secondary to a dysrhythmia



1.  3( AV block (complete) (HR and BP drop)/ Stokes-Adams Attack—most common dysrhythmia causing syncope(SUDDEN



2.  Aortic stenosis—Valsalva / exertion(syncope



3.  Acute MI—as a result of Vtach / Vfib



4.  Carotid Sinus syncope—turn head to one side with a tight collar on(carotid massage(stimulate CNX




a.  males more common




b.  sudden onset




c.  must R/O carotid stenosis (bruit)


F.  Tussive (cough) syncope—cough(stimulate CNX(pass out


G.  Presyncope / Faintness—decreased muscle tone with impending feel of loss of consciousness—these do not actually pass out



1.  CNX—don’t completely lose consciousness 



2.  anxiety / hyperventilation



3.  hypoglycemia (sweat, dizzy)



4.  hysterical


H.  Dx of syncope



1.  Good Hx and PE



2.  orthostatic vitals



3.  massage carotid / bruits



4.  holter monitor (24h)—if cardiac suspected



5.  EEG if wet self / confused (seizure)



6.  carotid duplex scanning if TIA suspected

DIZZINESS AND VERTIGO—


dizziness


       |


       |


vertigo(((yes


       |   no


       |


        (
       orthostasis(yes(orthostatic hypotension—vitals


       |


       |   no


       (
confusion with dizziness(((no((stress?((yes(anxiety attack /


        |




|

hyperventilation


        |  yes



|


       (



           (

chronic(yes(cns lesions/           no((????


        |


seizures


      ( no


   focal seizures/



tia / hypoglycemia

Vertigo—illusion of self / environment moving (usually it is self)


--commonly a feeling of spinning


A.  Vestibulocochlear Reflex—maintain visual acuity during head movement



Vestibular n(Pons(CNVI)(midbrain(CNIII & IV)



--these connections account for nystagmus


B.  Vestibulospinal Reflex—postural stability vestibular nerve feeds to spinal cord


C.  Vestibular n(thalamus(cerebrum(conscious head position awareness


D.  Modulation of vestibulo-ocular reflex(vestibular n(cerebellum

I.  Three systems responsible for spacial orientation


A.  vestibular system


B.  somato-sensory system (from skin and muscle receptors)


C.  visual system

II.  Physiologic Vertigo—too much stimulation to one system


A.  mismatch among stabilizing systems(car sick, etc


B.  vestibular system is subjected to unfamiliar head movements(e.g. sea sickness

III.  Pathologic Vertigo


A.  Lesion of a spatially oriented action system

1.  affect muscle receptor / visual system / vestibular system



2.  new glasses(hour or 2


B.  Somatosensory—DM and peripheral neuropathy (cant feel feet—close eyes—feel spinning)


C.  Vestibular Dysfunction—associated with nausea, jerk nystagmus, ataxia (gait problems), postural unsteadiness


 
1.  acute




a.  infx—acute labyrinthitis




b.  trauma—head injury(affect vestibular nerve




c.  ischemia—stroke(affect vestibular nerve




d.  toxins—ETOH, drugs, etc



2.  gradual




a.  acoustic neuroma—tumor in the posterior fossa presses against CNIII



3.  chronic / recurrent—Meniere’s Dz—vertigo, tennitus, hearing loss



4.  Positional vestibular dysfunction




a.  precipitated by recumbent head position—lasts a few weeks 

Central Vs. Peripheral Vertigo


Central
Peripheral

Nystagmus
Unilateral / bilateral
Unidirectional

Vertical nystagmus
Yes
No

Visual fixation
No effect
Inhibits nystagmus and vertigo

Severity
Mild
Severe

Duration
Stops then comes back
Shronic—repeats

Central vertigo may have associated abnormalities such as other nerve involvement—


Etiologies—




a.  vascular Dz




b.  neoplasm




c.  demyelinating Dz




d.  trauma

5.  Psychogenic—agorophobia / chlostrophobia

--Etiology of Central—


--vascular dz


--vertebral basilar insufficiency


--neoplasm


--MS


--head trauma

--Direction of fall—


central—fall to side of CNS lesion and towards the side of fast nystagmus (same side in brain)


peripheral—fall to the side of the peripheral lesion but away from the nystgmus

Hx and PE of the Dizzy Pt—

A.  Questions to ask—

1.  onset sudden or gradual


2.  any change with change in body position


3. associated headache, fever, vomiting


4.  any Sx associated with central Dz—ataxia, diplopia, etc


5.  any C/O ear—associated with peripheral Dz


6.  any cardiovascular complaints—palpitations


7.  any Hx of bleeding or volume loss


8.  Hx of gait problems/falls


9.  medication Hx—BP(orthostasis



--anticonvulsants—disequilibrium (dilantin, phenylbarbitol, tegritol)


--Describe your Sx NOT using the word dizzy

B.  PE—


1.  vitals/ortho vitala


2.  careful neuro exam / HEENT exam / neck / chest / abdomen

C.  Provocative Tests—


1.  postural vs


2.  carotid massage—must have cardiac monitor when doing(stim vagus


3.  valsalva evaluation



--this evaluates the possibility of syncope/dizziness secondary to AS



--hold in valsalva for 15s and listen to heart—the murmur may become LESS evident secondary to the decreased blood return to the heart(syncope


4.  Nylen-Banally (Dix-Hallpike) Maneuver—to elicit nystagmus in vertigo pt



a.  lay down with head hanging off of the table(move head from side to side



b.  will be + in labyrithitis (acute inner ear infx)


5.  Limited Caloric Testing



a.  lay supine—30 degree angle



b.  irrigate one ear with 1/5 mL ice water(observe nystagmus



c.  NL—fast component AWAY from irrigated ear, lasts about 1 minute and the response IS symmetrical



d.  abnormal—may be a problem with CNIII

HEADACHE

A.  General


--need to be able to differentiate


--should Dx on Hx


--Questions—


1.  Quality—“describe the pain”—dull, sharp, throbbing (most are dull)


2.  Intensity—degree of incapacity



--awaken from sleep (chronic)—organic—brain problem



--“worst headache of my life”—subarachnoid hemorrhage


3.  Location—VERY important



--unilateral / bilateral



--migraine—unilateral



--tension—bilateral & back to front



--frontal / temporal sinus—only behind one eye


4.  Duration  / Time Intensity Curve



--migraine peaks within 1 hour—onset early AM



--tension—slowly worsens



--sinus—with walking—hurts after get up



--HTN—with walking—hurts after get up


5.  Other Factors



--menstruation—migraines



--cold weather



--anger / excitement—common migraine (migraine is spastic)

B.  Sinus Headache


1.  same time everyday (AM); with walking


2.  usually bilateral


3.  throbbing—may alleviate with carotid massage


4.  stooping increases pain


5.  sinus tenderness (maxillary / ethmoid / frontal)


6.  nasal congestion

C.  Migraine—SEE HANDOUT


1.  20-30% of population


2.  3:1—women : men


2.  strong Dx from Hx


3.  complicated migraine associated with neurologic Sx (facial droop, etc)


4.  dietary factors can trigger

D.  Cluster Headache


1.  knife behind eye


2.  more common in men


3.  injection in eye


4.  runny nose

E.  Tension Headache


1.  MOST COMMON


2.  dull band around head—squeezing


3.  trapezius squeezes head


4.  65% of depressed pts

Differential Dx of Dizziness/Lightheadedness and Vertigo

TRUE VERTIGO

Condition
Nature of pt
Nature of Sx
Associated Sx
Ameliorating factors
Precipitating and aggravating factors
Physical findings
Diagnostic studies

Benign positional vertigo
Adults

Uncommon in kids
Recurrent over many years

Not ass. with tinnitus or hearing loss

Episodes are minutes to hours (short duration)
N/V

No neurologic defect
Some relief if pt is motionless
Positional changes (i.e. head turning)
Nystagmus and vertigo occur a few seconds after assumption of a provocative posture

Lateral or rotary nystagmus
Sx can be replicated by caloric stimulation, Barany testing, or certain postural maneuvers

Electronystagmography

OM
More common in kids
Persistant vertigo (uncommon cause of vertigo)
Earache

URI
Those of OM
Audiometric testing

Tympanogram

Meniere’s syndrome
Adults
Sudden onset of vertigo

Not precipitated by sudden movement

Recurrent

Duration hours to days
Tinnitus

Hearing loss

Ear fullness

N/V

Menstruation

Emotional stress
Lateral or rotary nystagmus

No nystagmus b/t attacks

Hearing deficit 
Audiometric testing

Labyrinthitis*
Any age
Sudden onset of vertigo

Lasts hours to days
Rare tinnitus

N/V

Hearing loss possible

Viral infx

Caloric and postural maneuvers

Electronystagmography

Acoustic neuroma*

(central vertigo)
Adults
Gradual onset

Persistent vertigo
Chronic, progressive unilateral hearing deficit

Tinnitus

Facial numbness

Weakness

Café au lait spots


May be café au lait spots

Hearing loss

Other neurologic problems
MRI

Brainstem dysfunction (vertebrobasilar insufficiency or tumors)
Elderly
TIA—acute onset of vertigo

Nl hearing

Recurrent

Progressive with mass lesions
Blurred vision

Diplopia

Slurred speech

Paresthesia

Uncoordination

Usu no N/V


Vertical, lateral, or rotary nystagmus
Electroencephalogram

Differential Dx of Dizziness/Lightheadedness and Vertigo (cont’d)

Dizziness/Lightheadedness

Condition
Nature of pt
Nature of Sx
Ass. Sx
Ameliorating factors
Precipitating and aggravating factors
Physical findings
Diagnostic studies

Psychogenic
Most common cause of dizziness in children
Recurrent

Often persistent

Without relation to posture
Many “functional” complaints
Stress reduction
Emotional stress



Hyperventilation syndrome
More common in adults

Anxious

Stressed
Recurrent
Circumoral or digital paresthesia

Numb mouth and fingers
Rebreathing in paper bag
Emotional stress
Hyperventilation is not observed often

Sx may be replicated by having pt hyperventilate voluntarily


Reactive hypoglycemia

Recurrent

Dizziness has temporal periodicity

Onset is 2-4h after meals
Hypoglycemia induced paroxysmal tachycardia

Trembling

Sweating
Temporary relief from CHO

Avoidance of excessive CHO intake
CHO ingestion
Sweating 

Tachycardia
5-h GTT

Orthostatic hypotension
Elderly

Hypertensives

DM
Recurrent

Giddiness on standing
Occasional syncope
Recumbency
Erect posture

Antihypertensie meds
Orthostatic hypotension


Drugs

Persistent lightheaded or unsteadiness without true vertigo

Phenytoin

Psychotropic drugs

Ototoxic drugs




Sick sinus syndrome
Adults

Rare in kids

--HR up then HR down--etc
Recurrent dizziness
Syncope

Palpitations


Irregular pulse

May be normal

Bradycardia
EKG

Holter monitor

His bundle studies

Wolff-parkinson- white syndrome
Kids
Recurrent
Palpitations


May be Nl between attacks
EKG (short PR(increase HR)

Holter monitor

His bundle studies

Differential Dx of HA

Type
Nature of pt
Nature of Sx
Ass. Sx
Precipitating and aggravating factors
Ameliorating factors
Physical findings
Diagnostic studies

Tension HA (muscle contraction headache)
Most common at any age

More common in females
Usu psychogenic origin

Children(may be manifestation of stress, anxiety, or depression

Adults(usually dull, nonthrobbing, persistent—may last a few days—worse as day goes on and better in evening—occipital, suboccipital, and bilateral

Described as constrictive band around head or tightness of scalp**

Rarely wakes pt from sleep**
Fatigue
Emotional or physical stress

Abnl neck positions (esp extension)

Prolonged mental concentration

Withdrawal of analgesics or tranquilizers

Dental malocclusion or ill-fitting dentures

Bruxism
Stress reduction

Massage



Cluster HA
Highest incidence in 4th to 6th decade

Rare in kids

9:1-men:women

+FH uncommon

Recur at same time of day for 3-8 weeks, 1-3x/d

Typical early AM onset
Pain is more severe and more stabbing and burning than in vascular or tension HA

Unilateral or periorbital in any given cluster

May radiate to front of face or temporal regions

Duration ranges from 20-60min
25% of pts have PUD

injection of involved eye*

rhinorrhea

marked ipsilateral lacrimation

may be ipsilateral—Horner’s syndrome
Short naps

ETOH

Nitro

Tyramine

Emotional stress
O2

Meds don’t often help



TMJ dysfunction
Adults
Usually pain in TMJ or ear but may present with HA (temporoparietal)
Bruxism
Opening mouth too wide

Chew gum all time

Jaw clicks

Point tenderness to palpation over TMJ

Prominent masseter muscle
X-ray

MRI

Cant put 2 fingers in mouth

Temporal arterisis
Most common in elderly women
Unilateral, chronic HA
Unexplained low grade fever

Proximal myalgia

Decreased visual acuity


Tenderness to palpation over the temporal artery


Erythrocyte sedimentation rate is markedly elevated

Cervical arthritis
Elderly most common
Occipital or nuchal HA

Only in neck—not head



Stiff neck

Early flexion is supple followed by board-like stiffness
x-ray of c-spine

Trigeminal neuralgia
Adult


Pain is short, episodic, sharp, severe and stabbing

Each episode lasts <90s but recurrs for 2-3m
Unilateral along nerve—ear to mouth
Trigger point

Extremes of temperature

Laughing

Pt may have a trigger point


Glaucoma

Frontal HA
Sees haloes

Pain in eyes
Darkened areas

Drugs that dilate pupils—make worse

Increased intraocular pressure
Tonometry (measures intraoular pressure)

Vascular HA’s (migraines)

Type
Nature of pt
Nature of sx
Ass.sx
Precipitating and aggravating factors
Ameliorating factors

Vascular HA’s
Affect 10% of pop

More common in women

+FH




Coughing and sneezing
b-blockers

ergot containing drugs

Migraine without aura “common migraine”
More frequent in children
Vague or absent aura and prodrome

Gradual onset-lasts 72h

Not always unilateral

Usu in frontotemporal or supraorbital region
Those of classic migraines

General malaise

Fatigue

Chills

Diarrhea

Urticaria

Motion sickness

Sleep

Migrain with aura “classic migraine”
More common in women

Incidence—50% of adults have sx before age 20
Prominent aura

The prodrome: has abrupt onset lasts 15-20m, precedes HA by 15-30m often contralateral to headache

Headache: severe throbbing unilateral, gradual onset, intensity inreases steadily and rapidly

Lasts 2-8d
Visual auras (scotomat, transient blindness, blurred vision, hemianopsia)

Nonvisual auras (weakness, aphasia, mood disturbances, photophobia)

N/V

Anorexia

Sonophobia

Photophobia

Irritability, dizziness, fluid retension, ab pain, sleepy
Menstruation, emotional stress, fatigue, bright lights, high altitude, weather changes, exercise, certain foods, fasting, hypoglycemia
sleep

CHEST

I.  Inspection


A.  large surface area—can see cutaneous, vascular, glandular, muscular, and bony changes


B.  evaluate rib movement


C.  listen (not with stethoscope)

II.  Rib deformities


A.  pectus carinatus—“pigeon chest”—7.1


B.  pectucs excavatus—“funnel chest”—7.2


C.  Harrison’s Sulcus—7.3-7.4

1.  horizontal groove on either side of chest

2.  caused by recurrent pneumonitis

3.  often in child with Rickets


D.  Ankylosing Spondylitis—7.5



1.  vertebral deformity which distorts chest



2.  associated with apical fibrosis (lungs)


E.  Disorders of Thoracic Spine—neck to bottom of scapula—found easily



1.  may be congenital or secondary to a disorder of vertebrae such as Rickets, osteomalacia, trauma; or secondary to a neuromuscular Dz such as Polio or secondary to previous surgery (e.g. thoracoplasty—bones removed)



2.  Scoliosis—7.6, 9.9-7.10




a.  convex curvature TO SIDE of deformity with skin folded and raised ribcage on the other side
3.  Kyphosis—7.7—A-P curvature



4.  Kyphoscoliosis—7.8




a. combination of the two




b.  see DOE—dyspnea on exertion—they are SOB because the curved spine inhibits lung inflation




c.  cor pulmonale—primary lung Dz(causes(R side hypertrophy, i.e. chronic lung Dz



5.  Thoracoplasty—7.11




a.  apical flattening with a scar and tracheal deviation (7.12) to the right




b.  7-13—can also see on the back of the chest as well

III.  Cystic Fibrosis (CF)—increased mucus production in the lungs—live to teenage/young adult age


A.  Low height / weight (burn many calories trying to breathe)—7.14


B.  Rib cage deformity (accessory muscle overuse)—7.15


C.  Clubbing—7.16—nail thickening seen with chronic lung Dz (can also see with congenital heart Dz)


D.  Nasal polyps—7.17


E.  Cough / mucoid expectorate—thick and green—always coughing

IV.  Nutritional Assessment—Wasting D/O


A.  Makes the chest appear square secondary to decreased fat and muscle


B.  Crohn’s Dz—7.18


C.  May also see prominent rib spaces (wasting of muscle)—7.19—e.g. Lung CA

V.  Chest Scars


A.  Mitral valvotomy—7.20—lateral scar


B.  CABG or valve replacement—7.21—midline scar

VI.  SVC Obstruction—7.22


A.  Multiple dilated chest veins  


B.  Dilated neck veins (in CHF only neck veins will be dilated)


C.  May be secondary to CA, lymphoma, aneurysm, anything that impinges on the SVC

VII.  Gynecomastia—7.25, 7.26


A.  Must palpate to see if it is secondary to fat or glandular tissue


B.  Puckering and indrawing of breast may signify malignancy—also look for nipple inversion (increased risk of breast CA)—7.27


C.  Etiology of gynecomastia



1.  age related—puberty / elderly



2.  endocrine—pituitary Dz



3.  chromosomal—Kleinfelters XXY



4.  metabolic—hepatic failure / ETOH



5.  drug induced—estrogen (prostate CA); aldactone (diuretic for liver Dz); steroids (corticosteroids)

VIII.  Skin Disorders


A.  Telangectasia(hepatic Dz—7.28


B.  Psoriasis—7.29 & 7.31guttate on trunk-often follows respiratory illness (most psoriasis occurs on knees, elbows, scalp)


C.  Drug eruption—7.30—maculopapular rash—flat and raised reddened marks 


D.  Chicken Pox—7.32,7.33—key to Dx is vesicles are in various stages of healing


E.  Tinea Versicolor—7.34, 7.35—sharply defined white or brown macules usually in clusters.  More common in warmer climates


F.  Ehler’s Danlos—7.36—paper thin scars


G.  Von Reklinghausens Syndrome (neurofibromatosis)—7.37—café au lait with >5 neurofibromas



Dx—need at least 1 café au lait AND >5 neurofibromas



--this is congenital and the neurofibromas can go internal



--autosomal dominant


H.  Acanthosis Nigrans—7.39-40—body folds undergo hyperpigmentation / thickening of skin



1.  if <40 suspect familial or endocrine etiology


I.  Bowen’s Disease—7.43—intraepithelial epithelioma 



1.  plaque on nipple with erythema / scaling



2.  usually benign (can also be on penis)


J.  Vitiligo—7.44



1.  decreased melanin



2.  mirror image distribution around orifices / bony prominences /  axillae / groin



3.  1/3 familial



4.  may be associated with autoimmune D/O 



5.  contrast with tenia versicolor

ABDOMEN

A.  Inspection—not often a lot to offer

B.  Obesity


1.  Simple Obesity—gravitates in suprainguinal ad suprapubic folds—fixed dependence



a.  best seen from side view—8.2



b.  many skin folds—8.1


2.  Ascites



a.  8.3—mobile dependence—with standing, protrudes middle and overhangs pubis (lay down fluid distributes and disapears)



b.  8.4—suprainguinal areas show a furrow, not a fold 



c.  umbilicus stretched / everted



d.  8.5—often with gynecomastia and dilated periumbilical veins, telangectasia (decreased return to heart)—all go along with liver Dz (primary function of liver—power the body)

C.  Chronic Liver Dz—


Decreased protein formation(low albumin(ascites


Portal Cirrhosis(decreased venous return to heart(dilated veins / portal HTN (also increased BP inside the liver)


Portal Cirrhosis—decreased removal of bilirubin(builds up(jaundice (i.e. cholestasis from stone in CBD)


1.  Stigmata of liver Dz



a.  8.7—gynecomastia / jaundice / scratch marks (8.8) from increased bili makes itchy



b.  portal HTN—8.11, 8.150—dilated abdominal veins—8.5



c.  HSM (hepatosplenomegaly)—8.9



d.  KNOW 8.19

D.  Inspect umbilicus


1.  umbilical hernia—8.20—obesity / post-op—these strangulate when they are little


2.  nickle dermatitis—8.21—belt buckles


3.  Cullen’s Sign—8.22—bruise or pigment near the umbilicus—associated with hemorrhagic pancreatitis


4.  Grey-Turner’s Sign—8.23—as above only the bruising is in the flanks (also associated with pancreatitis)

E.  Inspect Groin


1.  inguinal nodes—8.24


2.  inguinal hernia—8.27—seen easier in standing pt


3.  decreased testicular size (atrophy)—with liver Dz and steroids


4.  decreased genital size—8.28—Klinfelters “infantile genitalia”

WORKUP OF ABDOMINAL PAIN

I.  General


A.  Abdominal pain with other sx/signs is rarely a serious condition


B.  Avoid “pattern matching” in making Dx—better results come from the “best test” method—


C.  Best Test



1.  RUQ pain = cholecystitis



2.  aggrevated by cough / movement = peritoneal irritation



3.  hyperactive bowel sounds = small bowel obstruction



4.  palpable mass = diverticular Dz



5.  decreased bowel sounds = perforation



6.  RLQ guarding = appendicitis


D.  GE—any age—most common cause of ABD pain in kids

WORKUP OF CHEST PAIN

I.  General


A.  Most are afraid they are having a heart attack


B.  Rarely, if ever, is angina described as knife-like, sharp, or sticking.  Usually tightness, dull, heavy pressure.  Location—mid-substernal, may radiate to jaw, neck, down L arm

Differential Dx of Chest Pain

Condition
Nature of pt
Nature of pain
Ass. sx
Ameliorating factors
Precipitating and aggravating factors
PE
Diagnostic studies

Angina pectoris
Adult
Achy, dull, tight, severe, pressing—not usu sharp or sticking

Substernal

Nitro

Rest

Valsalva maneuver
Exertion, cold exposure, emotional stress
Sinus tach, bradycardia, apical systolic bulge coincident with pain

Xanthomas

Signs of heart failure
Exercise EKG

Coronary arteriography

Radionucleotide tests

Prinzmetal’s angina
Adult (occurs at rest)
Achy, dull, tight, severe, pressing—not usu sharp or sticking

Substernal

Nitro
Often occurs at rest

EKG during attack

Coronary arteriography

Esophagitis
Any age
Burning

Tightness

May be identical to that of angina
Water brash

“heartburn” after ETOH
Antacids
Overeating

Recumbency (may awake from sleep)

Occasionally precipitated by exertion

Esophagoscopy

Bernstein Test—infusion of dilut acid into esophagus

Esophageal spasm
Esp obese adult
May be identical in quality to angina

Occ. relieved by nitro
Induced by cold liquids / ETOH

Esophageal manometry

MVP
Any age—most common young women—20-30—1/5 will have it
Usu not substernal

Sticking quality

Last several hours

Not typical of angina
Palpitations

Arrhythmias

Rest

Syncope
B-blockers

Recumbency

Primary click and or secondary late systolic murmur
Echo

Phonocardiogram

Hypertrophic cardiomyopathy
Any age—not that important in pain
Pain may be sim to angina—more often complain of SOB
Dyspnea

Arrhythmia

Lightheaded
B-blockers

Squatting
Nitro—may make worse
Murmur intensified by nitro / val salva

Decreased by squatting (increase v return = better and vice versa)
Echo

Intercostal myositis
Any age—common
Sticking


Intensify with inspiration

Ask about pleuritic chest pain
Local tenderness to palpation

No pleural friction
Reproducible tenderness

Cervicodorsal arthritis
Adult—arthritic changes in neck and t-spine
Sharp / sticking

Lasts few seconds


Certain movements

Not related to stress

x-ray of cervicodorsal spine

Chest wall syndrome
Adult—similar to myositis
Sharp /sticking

Fleeting


Recumbency and certain postitiosn
Local tenderness to palpation 

“crowing rooster” may precipitate pain


Pericarditis
Any age
Sharp or dull

Protracted duration
Fever

Recent viral infx


Pericardial friction rub
EKG

Echo

CBC

MI
Adult
Severe

Crushing

Precordial

Protracted duration—more dramatic than angina
Sweating

Fatigue

Nausea
Not relieved by nitro


EKG

CK-MB levels

Radionucleotide studies

Gas entrapment syndrome
Any age—often obese
Dull, achy
Flatulance—a lot or some
Passage of flatus

Nitro
Aggravated by bending and tight garments
Flexing thigh and palpation of colon may elicit pain
Gas in hepatic or splenic flexure on radiographs

Diff Di of ABD pain in Adults

Cause
Nature of pt
Nature of pain
Location of pain
Ass. sx
Precipitating or aggravating factors
Ameliorating factors
PE
Diagnostic studies

GE
Any age
Crampy
Diffuse
N/V

Diarrhea, fever
Food




Gastritis
Esp ETOH
Constant burning
Epigastric
HemorrhageNausea

Vomitting

Diarrhea

Fever
ETOH, NSAIDS, salicylates




Peptic ulcer (with perforation)—usu in duodenum
m>f; 30-50yo
Gnawing

Burning

Constant

Sudden onset
Epigastric radiating to sides, back, or right shoulder

Empty stomach, ETOH, notice difference with esophagitis
Food, alkali
Epigastric tenderness to palpation or percussion
Endoscopy

Radiography

Pancreatitis
More common in ETOH (acute)and cholelithiasis (chronic)
Steady, mild to severe
LUQ and epigastric—radiates to back(key)
N/V

Prostration

Diaphoresis
Lying supine
Leaning forward
Abd distention, decreased BS, diffuse rebound
Increased amylase, ultrasound

Cholecystitis / cholelithiasis
Adult—f>m

Fat, fair, fertile, 40, female
Colicky progressing to constant
RUQ radiates to inferior angle of R scapula
N/V—esp after eat

Dark urine, light stool, jaundice
Fatty foods, drugs, BCP, cholestyramine

Tenderness to palp in RUQ—Murphays sign
LFT’s, CBC, amylase, ultrasound, isotopic gallbladder scan

Appendicitis
Any age; peak age 10-20y; m>f
Colicky progressing to constant
Early in epigastrium or periumbilicus—RLQ later
V after pain started, may or may not be anorexic, constipation, fever
Worse with mvt and coughing
Lying still
RLQ involuntary guarding; rebound to RLQ—also get referred pain to R when pushed on L

McBurney’s Point—1/3 from pelvis to asis
CBC with diff

CT

Ultra

Laparoscopy

Diverticulitis
More common in elderly
Intermittent cramping
LLQ
Constipation, diarrhea, +-blood


Palpable mass in LLQ
Laparoscopy esp in women—leads to int perforation

Intestinal perforation

peritonitis
f>m—elderly—complication of diverticulitis


Sudden onset, severe

Sudden or gradual onset
Diffuse
Guarding rebounding
Pain worse with mvt or coughing
Lying still
Decreased BS, guarding, diffuse rebound
ABD radiographs, peritoneal lavage

Intestinal obstruction
Elderly and those with prior ABD surgery
Colicky, sudden onset

Vomiting (feces-like), obstipation


Hyperactive peristalsis in SBO
ABD radiographs

Salpangitis
Menstruating females
Cramplike
RLQ and or LLQ, nonradiating
+CMT—chandelier tenderness
Worse while descending stairs, menstruation

Adnexa (where tube and ovary is) and cervix tender to manipulation
Ultrasound, CT, HcG to R/O ectopic pg

Ruptured ectopic pg
Fertile female with Hx of menstrual irreg
Sudden onset, persistent pain
Lower quad
Tender adnexal mass—vaginal bleeding—triad—1.Pg 2. Adnexal mass 3. Vaginal bleed



HcG

Mesenteric adenitis
Kids and adolescents
Constant
RLQ
Vomiting, rebound, constipation, diarrhea, fever—mimics appy



CBC with diff

Uretolithiasis (kidney stone)
Cant get comfortable
Colicky

Severe sudden onset
Lower abd, flank, radiate to groin
N/V; ABD distention, chills, fever


+CVA

hematuria
Urin

IVP

Ultra

Dissection or rupture of aortic aneurysm
Elderly HTN—40-70—males
Unbearable sudden onset—ripping from ABD to back
Chest or abd may radiate to back and legs
Shock—decreased pulses


Shock—decrease or diff in femoral pulses
Radiography

CT

Ultra

Incarcerated hernia
More common in elderly
Constant small hernias
RLQ / LLQ

Coughing and straining

Hernia or mass
Upper GI radiograph

Mesenteric infarction
Elderly
May be severe
Diffuse, very sick
Tachy, hypotension


Dereased bowel sounds, blood in stools
ABD radiograph

IBS
More common in young women
Crampy recurrent
Most common in LLQ
Mucus in stools

Pain may be relieved by defecation
Colon tender to palpation


CARDIAC AUSCULTATION

A.  Structure / Physiology—fig. 12-1


1.  4 valves open and close due to pressure gradients to push blood


2.  Heart sounds are based on the sounds of valves closing / opening and blood coarsing through the heart

B.  Auscultory Areas

1.  Fig 12-4—surface anatomy


2.  Fig 12-5—note that the four classic areas are each over a valve


3.  Erb’s point—L 3rd interspace is where the aortic and pulmonic sounds frequently radiate


4.  2nd intercostal spaces are termed the base

C.  Cardiac Cycle—Fig-12-6


1.  Must be understood in order to determine heart sounds


2.  EKG—mechanical representation of the heart’s electrical activity



a.  P wave—atrial depolarization(trigger for contraction



b.  QRS complex—ventricular depolarization(trigger for contraction



c.  T wave—ventricular repolarization



d.  PR interval—the time between atrial and ventricular contraction



e.  PR interval = 0.12-0.20s



f.  QRS complex = 0.06—0.12s


3.  S1 is created by closure of the A-V valves (mitral and tricuspid) therefore there are two components to S1(M1 and T1.  This occurs when ventricular pressure exceeds atrial pressure. (Although these close nearly simultaneously, the mitral valve closes slightly sooner)


4.  S2 is the closure of the semilunar valves (aortic and pulmonic)—this occurs when ventricular pressures fall below systemic / pulmonary pressures (after blood exits the ventricles)


5.  Sequence—



MVc, TVc, PVo, AVo, AVc, PVc, TVo, MVo



S1 may have a split, but usually not



The cycle happens 70-80 x/min



Systole—the time between S1 and S2



Diastole—the time between S2 and the following cycle’s S1

6.  Two basic sounds—



a.  Stenosis—heard during the time when the valve is open (*not as open as it should be, therefore there is turbulent flow)



b.  Regurgitation / Insufficiency—heard during the time when the valve is closed or supposed to be closed



c.  Diastolic murmurs—




i.  mitral / tricuspid stenosis




ii.  aortic / pulmonic regurgitation



d.  Systolic murmurs—




i.  aortic / pulmonic stenosis




ii.  mitral / tricuspid regurgitation

D.  Characteristics—every heart sound has 6 different characteristics


1.  Location—where the sound is best heard


2.  Intensity—loudness


3.  Duration—length of time it is heard (e.g. holosystolic)


4.  Pitch—frequency (sound) of vibration


5.  Quality—determined by the combination of its frequencies—the sound can be sharp, dull, blowing, harsh, musical, etc


6.  Timing—in reference to the cardiac cycle.  i.e. diastolic or systolic

E.  S1—occurs at the beginning of ventricular systole


1.  Best heard at the apex with the diaphragm


2.  Usually only heard as a single sound but occasional physiologic splitting can be heard on expiration


3.  Abnormal splitting may occur with delay in tricuspid closure secondary to a disease

F.  S2—occurs at the end of ventricular systole


1.  Best heard with the diaphragm near the base over Erb’s point (3rd interspace)


2.  Normally it is split during inspiration because inspiration will increase R heart filling, thus delaying pulmonic closure

HEART SOUNDS TAPE—

1.  Nl S1(beginning of ventricular systole) and S2(end of ventricular systole) at base

2.  S1 over mitral—made up of M1 and T1

3.  S1 split


-heard over tricuspid area


-easier heard on expiration


-very close

4.  S1 split—NOT Nl


-heard over tricuspid

5.  S2—at base over pulmonic or at Erb’s


-A2 P2 (A2 heard earlier and louder than P2)

6.  Nl S2 split on inspiration


-S2 split on inspiration and expiration

7.  Increased intensity of P2


-seen in CHF, mitral stenosis, etc


-heard over mitral and L sternal boarder

8.  Increased intensity of A2


-increased diastolic pressure


-exercise, hyperkinetic states

9.  Diminished A2


-aortic regurgitation, HTN

10.  S2 split—inspiration / expiration


-valve dysfunction


-easy to hear

11.  Paradoxycal S2 split—during expiration

12.  Persistent S2 split


-pulmonary HTN (narrow A2 P2 split)


-increased intensity of P2

13.  Wide S2 split


-increase resistence in pulmonary vascular bed

S3—


-heard over mitral with bell


-intermittent


-low pitch


-follows S2 by 0.14s


-may be nl in people >40yo


*abnormal S3 due to decreased ventricular compliance



-gallop



-same characteristics as a physiological S3 but this persists in spite of decreasing return to the heart

14.  Pericardial Knock


-closer to S2 than S3


-LOW PITCH (good way to differentiate from splits)


-easier to hear then either S3


-3rd, 4th, 5th interspace, L sternal boarder

15.  R sided S3—ABNORMAL


-hear it in CHF


-3rd, 4th, 5th interspaces, L sternal boarder or epigastric region


-increases during inspiration


-tricuspid insufficiency

S4—


-vibrations of filling and stretching of the ventricles


-heard on atrial contraction at end of diastole


-atrial DIASTOLIC gallup


-JUST BEFORE S1


-MORE COMMON THEN S1 SPLIT


-S4 is an atrial contraction against an already full ventricle


-heard at mitral, may be palpable


-bell

16.  Summation Gallop


-1( AV block


-S4 fuses with S3


-OFTEN HEARD IN HTN PT

17.  R sided S4


-patients with increased pressure in RV

*S3 and S4 are both diastolic sounds heard with the bell in the mitral area

MURMURS—


-longer than splits


-8 basic murmurs


-systolic—AS, PS, MI, TI


-diastolic—MS, TS, PI, AI


-THE MOST COMMON MURMUR IS AS (stenosis or sclerosis—benign)


-general—systolic is more common


*know AS and know which murmurs are systolic or diastolic


-systolic—hear it between S1 and S2—short


-diastolic—hear it after S2 before the next cycles S1—longer sound!

1.  Mitral Stenosis


-opening snap


-diastolic 


-heard over mitral (apex)


-short duration


-sharp high pitched sound


-diaphragm

2.  Pulmonic ejection sound


-pulmonic stenosis


-systolic


-high pitched—use diaphragm

3.  Aortic ejection sound


-heard at apex over mitral, base, aortic, Erb’s


-systolic


> intensity of S1 


-high pitch


-diaphragm

4.  Innocent systolic ejection murmur


-rapid ejection of blood


-everyone can have it and it is nl


-not usually audible


-OFTEN IN YOUNG FEBRILE CHILDREN


-heard at L lower sternal boarder


-soft


-medium pitch(diaphragm

5.  Supravalvular pulmonic stenosis 


-pulmonic stenosis—systolic


-crescendo decrescendo


-young kids


-here it in a newbormn(think PS


-hear with diaphragm over base

6.  Subvalvular pulmonic stenosis


-over pulmonic and Erb’s


-systolic murmur


-radiate to L neck and shoulder

7.  AORTIC STENOSIS (supravalvular)


-obstruction to L ventricular outflow


-crescendo decrescendo


-systolic


-base—over R 1st interspace, aortic area


-grade—3/6 intensity

8.  Aortic valvular stenosis murmur


-3-4/6 intensity


-palpable thrill


-rough medium pitch


-diaphragm or bell

9.  Subvalvular aortic stenosis


-crescendo decrescendo


-apex—mitral / tricuspid


-3-4/6 intensity

10.  Tricuspid regurgitation


-systolic


-uncommon

11.  MITRAL REGURGITATION


-common


-holosystolic blowing murmur (don’t hear S1 or S2)


-systolic


-more blowing than tricuspid regurgitation


-can here in MI


-diaphragm

12.  AORTIC REGURGITATION


-DIASTOLIC—LONGER SOUND


-from Rheumatic Fever


-blowing


-over aorta

13.  Austin-Flint murmur


-not significant


-actually mitral stenosis

14.  Pulmonic regurgitation


-Graham-Steell Murmur


-diastolic


-longer sound because it is diastolic


-blowing

15.  Normal pressure pulmonic valve murmur


-soft


-brief


-low pirch


-diastolic

16.  Mitral Stenosis


-opening snap


-diastolic


-bell


-not loud—very soft


-like distant thunder

17.  Tricuspid stenosis


-not significant

18.  Cervical Venous Hum


-rapid downward blood flow caused by jugulars in lower neck


-most common continuous murmur*


-disappear on ValSalva


-heard at R supraclavicular fossa


-anemia, Pg, thyrotoxicosis


-louder between S2 and S1

19.  Patent Ductus Arteriosis—DON’T MISS


-newborns


-continuous


-machine like murmur


-blood from aorta(pulmonary artery


-L 1st and 2nd interspaces

20.  Artificial valves


-mitral artificial valve


-click


-soft early mid-systolic murmur


*SHARO S1 and S2

21.  Pericardial Friction Rub


-Pericarditis


-louder during inspiration 


-hear over xyphoid


-diaphragm

HANDS—

I.  Arthropathies—Top 3—rheumatoid arthritis, osteoarthritis, gout


A.  Rheumatoid Arthritis



1.  more females than males



2.  peak incidence = 40-60yo



3.  *morning stiffness is the earliest / most common symptom



4.  PE findings




a.  spindle swelling of PIPs (proximal interphalangeal joints) with slight flexion deformity—9.1




b.  prominent knuckles (MCP edema and deformity)—9.2




c.  rheumatoid nodules—on hands but more pronounced on forearms—9.3




d.  wasting of interosseus muscles




e.  ulnar deviation (lateral) of fingers—from subluxation and dislocations of MCPs—classic—9.4 & 9.5




f.  swan-neck deformity—classic—hyperextension of PIPs with fixed flexion of MCP and DIP—9.6




g.  boutonniere deformity—classic—flexion of PIP with extension of MCP and PCP—9.7




h.  flexion contracture—fixed—9.8




i.  z-deformity of thumb—9.9




j.  thin skin / purpura—from Rx with steroids—9.10




k.  skin nodules—25% of pts—forearm—9.11




l.  palmar erythema—9.12 & 9.13




m.  nailfold infarcts (vascular)—secondary to digital arteritis—9.14





--gangrenous change—9.15




n.  burned out hands—complete destruction—9.16-9.18


B.  Gout Arthritis—gout—increased production of uric acid / *decreased excretion of uric acid (more common)(increased uric acid precipitates in joints



1.  more males than females



2.  great toe most affected





a.  MTP most commonly




b.  ankle, knee



3.  tophi—urate deposits—typically not symmetrical—also see in ear—9.19-9.20



4.  rheumatoid arthritis—9.21-9.22



5.  gout—9.23-9.24



6.  tophi are painless, but may ulcerate (esp on foot)—9.25



7.  gout in joint(pain—see stiffness and decreased mobility of affected joints


C.  Osteoarthritis—MOST COMMON / degeneration arthritis



1.  wear and tear; overuse and abuse



2.  bone against bone(time(degeneration



3.  more females than males



4.  increase with increasing age



5.  hand is “square hand” with adduction of 1st metacarpal with deformity / subluxation of MCP joints and wasting of small muscles—9.27—DIJ most common*



6.  characteristic feature—Heberdon’s nodes—swelling of DIPS often with associated flexion or lateral deformity of DIJ—9.29 / 9.30 / 9.31



7.  may see Bouchard’s nodes—swelling of PIPs—9.32


D.  Psoriatic Arthropathy



1.  affected DIPs with associated nail pitting—9.35, 9.33



2.  in advanced cases there may be telescoping of the fingers(main-en-lorgnette phenomenon—9.30 & 31



3.  other connective tissue Dzs—SLE, myositis, etc

II.  Dermatoses


A.  Scabies—secondary to mites—VERY pruritic—see burrows—increased with low socioeconomic status population—9.47-9.55



--look like papules—hands, fingers, web spaces, penis (fingers(spread(penis)


B.  psoriasis—often involves elbows, hands, and nails



--palms and soles are usually only digital areas affected with rash (arthropies + fingers)—9.56-59


C.  Lichen Planus—9.60—pruritic flexor aspect of wrist—flat-topped umbilicated papules—may have white lines—Wickham’s striae—9.61-62


D.  Erythema Multiforme—9.63—may be secondary to infx or drugs (PCN / sulfur)—target lesions with some erythematous macules and papules—9.64—umbilicated also


E.  Dyshydrotic Eczema—vesicular rash—mostly on distal portion of digits—very pruritic—9.65—



--when these break(chronic peeling / rash



--worse—H2O, cleaners


F.  Infxs



1.  Erysipeloid




a.  bacterial infx




b.  fishermen / butchers




c.  dorsum of hand




d.  look red, but not very hot / tender




e.  9.66-67



2.  Fish Tank Granuloma—infx secondary to atypical mycobacterium—9.68-69



3.  Tinea Corporis—fungal—well demarcated—common—somewhat contagious—9.70




a.  erythematous palms—9.71




b.  scaling / hyperkeratosis—9.72

G.  Solar Keratosis—mainly on face—9.73



1.  exposed areas



2.  precancerous(squamous cell CA



3.  flaking lesions


H.  Pyogenic Granuloma—red / brownish red—9.74



1.  fingers / face



2.  often on old wounds—also on abd

III.  Systemic Disorders


A.  SLE—malar rash on face (butterfly)



1.  hands may have nailfold infarcts—9.75



2.  hands may have vascular lesions on tips—9.76


B.  Systemic Sclerosis—smooth / shiny skin



1.  multiple telangectasias—9.77



2.  skin on fingers is thin / shiny—9.78-79



3.  may become fixed in flexion—9.80


C.  Raynaud’s Phenomenon—cold temp induced



1.  Arterial spasm—9.84



2.  females more than males



3.  onset 20-40—9.85-9.86



4.  with chronic(gangrene


D.  Dermatomyositis—less common—heliotrope rash on face with hand involvement occasionally—9.90


E.  Vitiligo—as previously discussed –many conditions associated with it—9.91-94


F.  Von Recklinghausens—previously discussed—9.98-99—café au lait



1.  autosomal dominant



2.  multiple neurofibromas



3.  associated with HTN


G.  Tylosis—hyperkeratosis of palms—may be associated with esophageal CA—9.102

IV.  Neuromuscular D/O


A.  wasting / deformity / and fasciculations (quivering) should be looked for


B.  global wasting of hands occurs only with motor neuron disorders and/or muscular dystrophy’s


C.  usually see wasting of small muscles with dorsal guttering—fingers look bony


D.  Cervical Rib Syndrome



1.  young—20-40yo



2.  females more than males



3.  pain and weakness in hand and forearm



4.  see radial atrophy secondary to wasting of abductor pollicus brevis and opponens pollicus—9.106



5.  may be unilateral—but not usually—9.107


E.  Cervical Myelopathy—secondary to spondylosis (arthritis of neck)



1.  wide range of sx—HA / giddiness / drop attacks (common) / numb hands (common)



2.  signs—muscle wasting—9.110



3.  pseudoathetosis—sensory wandering—confined to posture and vibration—Romberg Test—9.111



4.  also with astereognosis—inability to identify object placed in hand—stroke


F.  Ulnar n. injury—



1.  usually injured at elbow—bricklayer, baseball player—9.113-114



2.  causes claw hand affecting lateral aspect of fouth and all of fifth digit



3.  also see flat hypothenar eminence with loss of ulnar contour—9.115—obvious when hands are folded—9.117



4.  guttering of spaces between metacarpals on dorsum of hand—9.118



5.  hollowed out palm—9.119



6.  cutaneous anesthesia of fifth finger and lateral 4th finger



7.  weakness of thumb secondary to adductor and short flexor paralysis—9.120(+journal test of forment


G.  Carpal Tunnel Syndrome



1.  median nerve injury



2.  HALLMARK is flattening of thenar eminence—9.123



3.  may have decreased sensation over 2/3 digits



4.  see pain / numbness over median n.—worse hs—9.124



5.  more females



6.  middle age



7.  if progressive, may cause “simian hands”—9.125




-Tinnels Test—tapping over median—feel electric jolt




-Phalans Test—hold wrist flexed dorsum to dorsum—30s(numb (pinched median n)


H.  Radial n. injury



1.  HALLMARK is wrist drop—9.131



2.  fingers remain flexed even when hand is passively straightened

V.  Additional Systemic D/O


A.  Hepatic Failure = palmar erythema and periungual erythema—9.135-136


B.  Turner’s Syndrome—9.139—short 4th and 5th digits


C.  Marfans—9.144



1.  tall stature



2.  high palate



3.  dislocated lenses



4.  arachnodactyly—long webbed digits



5.  associated with high incidence of aortic dissection!


D.  Hypoparathyroidism—9.145



1.  see decreased serum Ca++



2.  causes neuromuscular overactivity



3.  +Chvostek’s sign—tap CNVII by ear lobe(+ cheek twitch



4.  Trousseau’s Sign—inflate BP cuff x 5min(carpal / pedal spasm

A.  Clubbing—9.161, 162, 163


1.  must view from front and side


2.  must have associated nail bed edema with fluctuation (swelling)


3.  clubbing with cyanosis of warm fingers may suggest fibrosing alveolitis; congenital heart dz—patent ductus, etc—165-166


4.  with nicotine staining may suggest bronchogenic CA (wt loss, etc)—9.167

B.  Tuberous Xanthoma—9.168-169


1.  lesions over knuckles suggest familial hypercholesterolemia


2.  may also be found over elbows—170

C.  Plantar Xanthomas—174-175


1.  sign of type III hyperlipidemia


2.  sign of liver dz

D.  Osler’s Nodes—180-181


1. occurs on pads of fingers and toes


2. associated with bacterial endocarditis


3. tender

NAILS

A.  General


1.  lunula—moon-shaped—only partially keratinized—nail grows from here


2.  slide 10-3; may be absent—10-4

B.  Psoriasis


1.  commonest skin dz that affects nails—80% --10.6-7


2.  see pitting / discoloration and onchylosis (separation of nail plate from nail bed)—10.9


3.  1/3 of cases have splinter hemorrhage—10.8

C.  Lichen Planus


1.  nails affected in 10% of cases


2.  usually see vertical ridging of the nails with nail depression or bulges


3.  10.10-10.11


4.  may see nail thinning with matrix atrophy = onchyatrophy—10.13


5.  bed pterygium—cuticle invades the nail—10.14

D.  Paronchia—10.16-17


1.  infx of skin around the nail


2.  may also involve the nail itself


3.  most often secondary to fungus infx—candida is most common—10.15

E.  Onchyomycosis—fungal—10.18, 20, 21-22


1.  infx of the nail secondary to tinea or candida (more common)


2.  great toe most often affected


3.  usually begins distal or lateral and spreads proximally—it is silvery

F.  Diskeratosis—looks similar to onchyomycosis—caused by trauma; not silvery

G.  Congenital d/o


1.  Anonychia Congenita—10.29



a.  all or part of the nail may be absent



b.  remaining nail may be thin and ridged—10.30


2.  Koilonychia / spoon nails—10.31,32,33



a.   may be hereditary / congenital or acquired—associated with many conditions—see chart(p. 205



b.  easy to recognize


c.  water-drop test—10.34

H.  Splinter Hemorrhage—10.58, 59, 60


1.  may be associated with endocarditis (<5%)


2.  most are distal portion of the nail


3.  most frequently seen secondary to trauma


4.  other conditions associated with it are psoriasis, hemochromatosis, raynaud’s

I.  Yellow Nail Syndrome—10.66, 67-70


1.  triad—yellow nails and lymphedema (swelling) and pleural effusions (fluid in lung)


2.  associated with lymphatic abnormalities, bronchiectasis (collapsed bronchial segment), Hodgkin’s, and other malignancies

J.  Nail Patella Syndrome—10.71


1.  absent patella / absent thumb nail


2.  congenital

K.  Beau’s Lines—10.78


1.  arrest of growth


2.  usually transient


3.  secondary to illness—hospital / significant stressor

LEGS

I.  Generalities—


A.  physical signs have very good Dx power (better than the face)


B.  Fundamental Signs—leg signs that are specifically linked to a Dz process


C.  11.1—edema in the leg


D.  11.2—metatarsalphalyngeal swelling(gout


E.  11.3—bowing—rickets / paget’s


F.  11.4—erythema nodosum


G.  11.5—erythema ab igne


H.  11.6—necrobiosis lipoidica diabeticorum


I.  11.7—pyoderma gangrenosum

II.  ENDOCRINE D/O THAT AFFECT THE LEG


A.  DM



1.  most abnormalities in the legs and feet of any endocrine d/o



2.  nerves, skin, muscle, bone, blood vessels


  
3.  see a lot secondary to dryness, thick skin, neuropathy (stinging / burning pain)(stocking glove distribution—pain and numbness



4.  “can you feel your feet on the floor with your eyes closed?”


  
5.  infx—from decreased circulation



6.  small arteries get destroyed



7.  cut doesn’t heel well(infx



8.  vascular problems(many signs and sx



9.  DM usually don’t care well for their feet



10.  common ulceration on plantar surface and base of great toe—11.8-9


B.  DM Nephropathy



1.  pain and decreased sensation in foot



2.  especially decreased vibratory sensation—test with tuning fork on MTP



3.  can’t feel movement(blister, etc



4.  muscle atrophy from neuropathy



5.  claw toe appearance—11.9



6.  poor ankle reflex—L5 nerve root



7.  ulceration surrounded by callous (thickening)—11.10



8.  Charcot’s Joint—from uncontrolled DM—disarticulation of bones; not proper circulation—11.11-14—DM—most common cause of CJ


C.  PVD—from affect on blood vessels



1.  PVD(gangrene—11.15



2.  the heel is particularly vulnerable (pressure from standing)


D.  Other Changes



1.  veins—venous stasis—11.19



2.  DM dermopathy—11.20




a.  shin spots—most common cutaneous manifestation of DM




b.  m > f




c.  dark spots on shins



3.  necrobiosis lipoidica diabeticorum—11.21-22




a.  younger DM (type 1)




b.  f > m




c.  KEY—may present prior to the Dx of DM




d.  bilateral NOT symmetrical




e.  85% of lesions found on the legs



4.  granuloma annulare—11.28-29




a.  rounded lesion either on dorsum of foot or dorsum of hand




b.  not strongly associated with DM but does occur




c.  clears spontaneously




d.  not pruritic



5.  DM bulla—11.31




a.  fluid-filled




b.  seen with long term DM and neuropathy



6.  DM amyotrophy—11.32-33




a.  proximal lower extremity motor neuropathy in muscles supplied by the femoral nerve

C.  OTHER ENDOCRINE D/O THAT AFFECT THE LEG



1.  Grave’s Dz—11.37




a.  pretibial myxedema—most on anterior tibia



2.  Cushing’s—11.38-39




a.  purple striae



3.  Acromegaly—11.40-41




a.  square hands and feet




b.  thick heel pads


D.  Locomotor Problems



1.  look at the whole person



2.  Marfan’s Syndrome—11.48-50




a.  tall




b.  wide wing span




c.  arachnodactyly (big webbed spaces)




d.  high risk for aortic dissection



3.  Paget’s—11.51




a.  destruction of bone with laying down of abnormal bone




b.  tibia bent laterally



4.  Osteoarthritis—11.55-56 (of knee)




a.  swelling and distortion of the knee




b.  affects—patella-femoral articulation (most common); tibial-patella articulation




c.  horseshoe-shaped edema—11.56




d.  crepitus also present




e.  painful




f.  long term infl(waste quadriceps muscles(unstable joint(varus deformity (11.57) or valgus deformity (11.58)




g.  warm joint



5.  Ehlers-Danlos—11.63



6.  Baker’s Cyst—11.69-70




a.  enlargement of semimembranous bursa emerging into popliteal space




b.  pain and calf edema



7.  Gout—11.78-80




a.  MTP most commonly affected




b.  pain, edema, and infl common




c.  secondary to uric acid overproduction or under-excretion




d.  crystalline arthropathy




e.  recurrent(swelling and distortion of the joint




f.  tophi



8.  Pseudo-Gout—compare




a.  Ca++ phosphate crystals




b.  m = f




c.  knee most common joint




d.  acute onset—warm tender knee


D.  Neuromuscular d/o of foot



1.  hereditary ataxia—11.86-87




a.  Charcot-Marie-Tooth Dz




b.  muscles of foot—heterogenous



2.  foot drop—11.88-90




a.  secondary to injury to common perineal nerve—at head of fibula




b.  e.g. fracture / compression(compartment syndrome(destroyed forever—no more plantar flexion




c.  if lose sensation and movement—problem may be higher up (e.g. back—stroke)




d.  spastic foot drop(CNS lesion



3.  Polio—11.91




a.  affects spine(wasting of muscle—usually unilateral




b.  affected limb is shortened



4.  Motor neuron Dz (ALS)—11.92




a.  diffuse bilateral muscle wasting


E.  VASCULAR D/O



1.  venous problems




a.  edema—lymphedema (11.97); 98—pitting





i.  grade from trace—4+ (subjective)—how long skin stays pitted / how far up





ii.  common causes of edema—(differentiate pitting from non-pitting—e.g. myxedema)






--meds—CCBc—non-pitting






--CHF—right sided






--hypoalbuminemia / hypoproteinemia






--liver failure (hypoalbuminemia)






--venous stasis—esp. legs—pooling of blood—very common






--iatrogenic—drugs—CCBs / salt(edema




b.  DVT—11.99





i.  commonest Sx = PAIN





ii.  physical sign—tender, edema, unilateral, induration (red), shiny skin




c.  Superficial Phlebitis





i.  pain but NO edema




d.  varicose veins—11.101-102





i.  after pg—hemorrhoids too





ii.  ascites





iii. congenital



2.  Arterial Problems




a.  arterial insufficiency—11.104





i.  pallor, cold feet





ii.  cyanosis of nails*





iii.  acrocyanosis—only nails are blue**





iv.  muscle wasting





v.  poorly present / absent pulsations on dorsalis pedis and posterior tibial





vi.  delayed blanching—push on nail bed(delayed capillary refill



3.  Diseases that cause arterial insufficiency




a.  atherosclerosis obliterans—11.105





i.  dusky cold dry skin





ii.  ulceration of distal toes(gangrene—esp tips of nails





iii.  VERY PAINFUL—esp on elevation





iv.  (neuropathic ulcers—NO PAIN)




b.  Martorell’s Ulcerations—11.110-111





i.  infarctive ulcers typically on lower half of legs





ii.  see in HTN with or without DM





iii.  secondary to avascular necrosis of the skin (superficial BVs of skin necrose)





iv.  high degree of PAIN!!!!!!




c.  Pyoderma Gangrenosum (PG)—11.112





i.  very edematous





ii.  edge undermine—no tissue under it





iii.  10% associated with ulcerative colitis (usually young)





iv.  50% of pts with PG usually have some sort of underlying Dz (UC)—often relates to the severity of the Dz—worse UC = worse PG




d.  Buerger’s / thromboangiitis obliterans—11.115-116





i.  middle age male smoker





ii.  pain in lower extremity—distal tip of digit





iii.  1/3 get segmental thrombophlebitis—looks like atherosclerosis obliterans, except this is in a young man


F.  INFECTIONS




A.  erythema nodosum—11.21-24




1.  acute non-supparative cutaneous and subq nodules on extremities




2.  most common on shins




3.  f > m—5:1




4.  associated with fever, fatigue, arthralgia, lymphadenopathy (infxs process)




5.  table—11.300p. 243



B.  meningococcemia—11.125-126




1.  purpura on legs




2.  eccymosis—11.127




3.  osler’s nodes (see on hands too)—11.129-130—infective endocarditis




4.  Janeway lesions—11.131—endocarditis



C.  ringworm—11.143—tinea corporis

    


1.  very common



D.  tinea pedis—11.144




1.  between toes (web-spaces—esp) and bottom of foot




2.  masserated




3.  very pruritic



E.  tenia versiccolor—11.145




1.  warm environments



F.  psoriasis—11.149




1.  knees—elbow, scalp, b/h ear



G.  dermatitis perpetaformis—11.152, 53-55




1.  hemorrhagic vesicles and papules in small groups




2.  excessive itching




3.  herpes-like



H.  Pemphigus—11.156-157




1.  skin-colored bullae with serous fluid




2.  rupture easily




3.  random distribution on body




4.  f > m




5.  almost always affects MOUTH




6.  seen in middle age—40-60yo



I.  Pemphigoid—11.158-159




1.  large




2.  tense




3.  hemorrhagic, blistery—not clear fluid




4.  usually on legs




5.  ruptures easily




6.  MORE COMMON than pemphigus




7.  senior citizens



J.  Nummular eczema—11.160




1.  oval patch eczema




2.  side of shin / forearm




3.  more common on older males



K.  Nodular prurigo / neurodermatitis—11.161-162




1.  compulsive scratching(papules




2.  heroin addicts



L.  Drug eruptions—11.163-167




1.  can look any way




2.  urticaria, papules, patches




3.  PCN—11.167—urticaria a lot



M.  erythema ab igne—11.168-170




1.  chronic heat exposure




2.  hypothyroidism




3.  if continue(cutaneous malignancies



N.  Reiter’s Syndrome—11.186-189




1.  rheumatoid arthritis




2.  urethritis




3.  keratoderma blemmorrhagica




4.  genital lesions



O.  Plantar Warts—11.196-98




1.  grow in(don’t get enlarged




2.  pain




3.  hard to remove—shave and freeze




4.  go away in 6-7y if do nothing




5.  virus  

I.  Male Genitalia


A.  anatomy—fig 16-1


B.  Penis



1.  shaft—3 columns of erectile tissue (muscle)



2.  glans—cone-shaped head



3.  corona—expanded base of glans



4.  prepuce



5.  urethral opening—vertical slit-like external urethral meatus   


C.  Scrotum



1.  pouch for testicle—fig 16-4



2.  testes—3.5-5.5cm



3.  epididymus—posterolateral—proximal along superior margin



4.  tunica vaginalis—partly surrounds testes


D.  Spermatic cord



1.  vas deferens—empties into urethra within prostate



2.  blood vessels, nerves, lymphatics



3.  lymphatic drainage




a.  penis and scrotum(inguinal nodes




b.  testes(abdominal nodes


E.  Inguinal canal



1.  slightly above and parallel to the inguinal ligament



2.  external opening—just above and lateral to pubic tubercle



3.  internal is about 1cm above midpoint of inguinal ligament


F.  Tanner stages of development



1.  rate sexual development according to:




a.  pubic and axillary hair




b.  penis and scrotal growth and changes  



2.  delayed puberty:




a.  familial




b.  chronic illness




c.  abnormality in the hypothalamus, anterior pituitary, testes


G.  PE of penis



1.  foreskin




a.  phimosis—tight prepuce




b.  paraphimosis—trapped prepuce



2.  glans




a.  inflammation = balanitis (usually fungal etiology)




b.  scratching(excoriations = scabies / lice (hands(penis)





a.  if lice:  pubic hair—nits



3.  abnormal urethra




a.  opening—hypospadius—inferior side



4.  discharge




a.  mucous, blood(culture (purulent = gonorrhea; serous =chlamydia)




b.  intra-urethral HPV(#1 source of spread


H.  Exam of scrotum



1.  skin may have sebaceous cysts



2.  swellings(



a.  indirect inguinal hernia




b.  hydrocele (fluid in tunica vaginalis)(clear(do transillumination to differentiate  from hernia




c.  scrotal edema(elephantiasis



3.  tenderness(infection



a.  epididymus—bacteria (E. coli, gonorrhea, chlamydia)(insidious onset





b.  orchitis




c.  torsion (twisting) of the spermatic cord(exquisite tenderness, acute onset



4.  palpate each testes and epididymus




a.  feel for nodules





1.  painless nodule(testicular CA—peak age 25-30yo




b.  palpate spermatic cord—2 fingers





2.  mainly feeling for varicocele “spaghetti”(a varicose vein, usually left-sided—seen in 1 in 5 males(can cause infertility, especially if it is bilateral





3.  chronic infection—thickening—not common





4.  ALL SWELLINGS SHOULD BE TRANSILLUMINATED



5.  Hernia—a tear in the muscle—fig 16-28; 16-36




a.  inspect while pt bears down




b.  use right index finger with R side; L with L side




c.  invaginate loose scrotal skin; follow cord to external ring




d.  if mass is palpable(is it reducible? (have pt lie down)





1.  if not(incarcerated; if twisted(decreased blood flow = strangulated





2.  + bowel sounds





3.  scrotal swelling(table 16-2



Differential Dx of Common Scrotal Swellings

Dx
Usual age
Transillumination
Scrotal erythema
Pain

Epididymitis
Any
No
Yes
Severe, increasing intensity

Torsion of testes
<20
No
Yes
Severe, sudden

Testis tumor
15-35
No
No
Minimal or absent

Hydrocele
Any
Yes
No
None

Hernia
Any
No
No
None to moderate (unless incarcerated = severe pain)

Varicocele
>15
No
No
none

II.  Anus, rectum, and prostate


A.  anal canal—short, angles from anus towards umbilicus


B.  changes to rectum—anorectal junction (skin to mucous membrane transition-pectinate line)


C.  rectum—larger diameter, flexes towards posterior


D.  palpate(


1.  prostate—anterior—heart shaped, about 2.5cm



2.  can feel uterine cervix



3.  distal end of rectum has three folds—Valves of Houston


E.  inspect



1.  sacrococcygeal and perineal areas for lesions




a.  hemorrhoids




b.  HPV




c.  HSV




d.  chancre




e.  carcinoma



2.  perianal abscess—painful; indurated



3.  pruritis ani



4.  fibroepithelial polyps



5.  anorectal fistulae



6.  prolapse



7.  pilonidal(oozes pus(doesn’t heal very well



8.  condyloma—wart



9.  fissuring—tear in anus—bright red blood (from constipation)


F.  Palpate



1.  sphincter tone—should be tight (loose = lesion in spinal cord)



2.  induration or tenderness, inflammation



3.  irregularities—nodules, polyps(CA? (masses feel like ball on stalk(need further evaluation



4.  rectal shelf



5.  prostate(tender in prostatitis, enlarged in BPH, hard nodules in CA




a.  grade prostate size(




2+ = normal





3+ = slightly enlarged





4+ diffuse prostatic hypertrophy

6.  check for fecal occult blood

NERVOUS SYSTEM

I.  Anatomy


A.  Brain



1.  cerebrum—cerebral hemisphere



2.  diencephalon—interaction with cerebrum



3.  brain stem(level of consciousness



4.  cerebellum—coordination



5.  paired cranial nerves—2-12 arise from diencephalon and brainstem


B.  Spinal Cord



1.  sensory and motor tracts



2.  mediates reflex activity




a.  DTR




b.  stretch muscle(sensory afferent (peripheral nerve)(anterior horn cell in cord(synapse with motor neuron(muscle



3.  DTRs must have:




a.  intact afferent fibers




b.  functional synapse in spinal cord




c.  intact motor nerve fibers




d.  functional neuromuscular junction




e.  competent muscle fibers




f.  see figure 19-8



4.  4 primary reflexes(figure 19-1

Reflex
Roots needed for reflex
Muscle carrying out the reflex

Ankle jerk
S1
Gastrocnemius

Knee jerk
L2, L3, L4
Quadriceps

Biceps
C5, C6
Biceps

Triceps
C7, C8
triceps

MOTOR PATHWAYS—3 systems

1.  Corticospinal (pyramidal) (upper motor neurons)


a.  coordinate voluntary movements from motor cortex


b.  **cross over (decussate) in the brain stem (medulla) [see handout “crossings in nervous system]


c.  anterior horn—synapse with anterior horn cells (lower motor neurons)(goes to muscle


d.  mediate voluntary movements


e.  integrate skilled, complicated, delicate movements

Crossings in the Nervous System—

Pathway
Function
Crosses
Interpretation

Pyramidal tract
Motor
Lower medulla
Lesion below crossing gives ipsilateral signs

Spino-thalamic tract
Pain and body temp
On entry to spinal cord
Lesion is always contralateral to pain and temperature loss (except in face)

Spinal tract of CNV
Pain and temperature (face)
Midpons—runs throughout medulla
Lesion in medulla or lower pons(ipsilateral loss

Above midpons(contralateral loss

Spinal dorsal columns
Position and vibration
Lower medulla
Lesion below crossings gives ipsilateral signs

Cerebellar tracts
Coordination of movement
Crosses twice—on entry to cerebellum and in midbrain
B/c of the double crossing, lesion of cerebellum or cerebellar tracts produces signs and sx ipsilateral to lesion

Gaze fibers
Coordinates lateral gaze
Midpons


CN fibers
CNs
Just above CN
Lesion is ipsilateral when CN nuclei are involved

2.  Extrapyramidal—complex


a.  motor pathways between cerebral cortex, basal ganglia, brain stem, and spinal cord


b.  maintains muscle tone


c.  controls body movements—large, automatic (such as walking)—this is the main function of extrapyramidal system

3.  Cerebellar


a.  receives sensory and motor input


b.  coordinates muscular activity


c.  maintains equilibrium, helps control posture

*output is always via motor neurons (anterior horn)

--damage to corticospinal (upper motor neuron) tract(weakness or paralysis BELOW level of injury


-also—poor performance of skilled movement



-increased muscle tone(spasticity



-exaggerated DTRs


-ipsilateral signs—lesion below medulla


-contralateral signs—lesion above medulla

--damage to lower motor neurons (below medulla)


-ipsilateral weakness or paralysis


-decreased muscle tone


-decreased or absent DTRs

Roots and the primary muscles they supply—

Root
Muscle
Action

C5
Deltoid
Shoulder abduction

C5
Infraspinatus rotation
Humeral external rotation (have pt external rotate arm flexed at elbow)

C5, C6
Biceps
Flexion of the supinated forearm

C6
Extensor carpi radialis and ulnaris
Wrist extension

C7
Extensors digitorum and triceps
Finger extension; forearm extension at elbow

C8, T1
Interossei and lumbricals
Digital abduction and adduction (pt move fingers apart and together against resistence

L2, L3, L4
Quadriceps, iliopsoas, adductor group
Knee extension, thigh on hip flexion, thigh adduction

L5
Anterior tibial and extensor hallucis
Ankle and large toe dorsiflexion (pt walk on heels)

S1
Gastrocnemius
Ankle plantar flexion (pt walk on tiptoes

--damage to extrapyramidal system (especially basal ganglia)—b/t cerebrum and midbrain(motor tone


-changes in motor tone(usually increased


-changes in posture, gain



-bradykinesia



-tardive dyskinesias

--damage to cerebellum—


-decreased coordination


-poor equilibrium


-decreased muscle tone

SENSORY PATHWAYS—


--figure 19-9


--conscious sensation requires(


1.  receptors in skin, mucous membranes, tendons, viscera



2.  afferent neuron (peripheral nerve)(posterior root(spinal cord



3.  two separate spinal tracts—19-9




a.  spinothalamic tract




-pain





-temperature





-crude touch





-these cross over in the cord




b.  posterior columns




-position





-vibration





-fine touch





-cross over in lower medulla

*All sensory pathways synapse in the thalamus (defines what the sensation is)


-general quality of sensation—pain, cold, unpleasant


-sensory tracts(cerebral cortex—localization and discrimination

*Dermatomes—band of skin innervated by the sensory nerve root of a single spinal segment


-do not cross midline(peripheral only—e.g. shingles

CRANIAL NERVES—table 19-1 in Schwartz

I—olfactory—smell

II—optic—vision

III—oculomotor—pupillary constriction, open eyelids, most extraocular movements

IV—trochlear—superior oblique musclce—down, inward eye movements

V—trigeminal—motor—temporal and masseter muscles 


Sensory—facial


Divisions—opthalmic, maxillary, mandibular

VI—abducens—lateral rectus—lateral deviation of the eye

VII—facial—motor—facial movements—closing eye, closing mouth


Sensory—taste—anterior 2/3 of tongue

VIII—vestibulocochlear—hearing, balance, head position

IX—glossopharyngeal—sensory—ear canal, pharynx, posterior tongue


Motor—pharynx

X—vagus—sensory—pharynx and larynx


Motor—palate, pharynx, and larynx

XI—accessory—SCM, upper trapezius

XII—hypoglossal—motor—tongue

Changes with aging—


-decreased visual acuity, hearing


-decreased reaction time, decreased muscle mass


-diminished reflexes, vibration sense

Neurologic Exam—


5 components—


1.  mental status and speech


2.  cranial nerves


3.  motor system


4.  sensory exam


5.  reflexes


*must test all

I.  CRANIAL NERVE DEFICITS

CNI—


-anosmic—drugs / tumors


-unilateral—lesion in frontal lobe


-bilateral—sinusitis, smoking, cocaine use

CNII—


-check visual acuity, visual fields

CNIII, IV, VI—


-fundoscopic, visual fields, extraocular movements, pupilary constriction


-look for ptosis of upper eyelids


-see in 3rd nerve palsy, Horner’s Syndrome, MG

CNV—


-motor—look for contraction of masseter, temporalis



-unilateral weakness(lesion of 5th cranial nerve—use various facial movements



-bilateral—midbrain—may be upper or lower motor neuron—use various facial movements


-sensation—



-check all three divisions



-sensory loss suggests a lesion



-check sensation of soft touch, temperature



-corneal reflex(blink

CNVII—


-facial movement, expression, close eyes, mouth


-asymmetry(


-lower motor neurons—Bell’s Palsy—affects upper and lower face



-central or upper motor lesion (e.g. stroke)—affects lower face (on opposite side)


-sensory—taste on anterior 2/3 of the tongue

CNVIII—


-assess hearing—check vestibular


-assess vestibula—check function—check for nystagmus

CNIX, X—


-voice—hoarse(see in vocal cord paralysis


-swallowing—check movement of pharynx and palate


-yawn—check movement of pharynx and palate


-gag reflex—check movement of pharynx and palate

CNXI—


-check for atrophy, fasciculation, paralysis of trapezius(drooping shoulder

CNXII—


-listen for good articulation of speech


-inspect tongue



-atrophy, fasciculation(lower neuron



-unilateral deviation(toward side of lesion in brain

II.  General Screening


A.  Gait and legs



1.  ataxia—drunken walk—lacking coordination or stability—may be due to(



-cerebellar dz




-loss of position sense (dorsal columns)




-intoxication (metabolic); dilantin excess



2.  walk—heel-toe (cerebellar); on toes; on heels



3.  hop on one foot—detect:  weakness, cerebellar dz



4.  knee bends—detects proximal muscle weakness (myopathies)


B.  Romberg Test—lose balance with eyes closed—everybody gets one



1.  detects loss of position sense



2.  cerebellar ataxia—problems with eyes open or closed


C.  Arms and Hands (during Romberg)



1.  pronator drift—suggest mild hemiparesis (weakness in a particular side)



2.  scapular winging—weakness of serratus anterior



3.  grip—should be firm and equal bilaterally—will decrease in upper or lower motor neuron dz

III.  Motor System


A.  Assess—



-involuntary movements



-muscle tone



-muscle strength



-muscle bulk (least important)



-coordination


B.  atrophy—due to lower motor neuron dz—e.g. CPT, arthritis, malnutrition


C.  if there are fasciculations present(lower motor neuron dz (suspect ALS)


D.  increased muscle tone—



-spasticity—due to upper motor neuron dz—e.g. MS, stroke, spinal cord injury



-cog wheel—ratchet-like—see in Parkinson’s—decreased DA in substantia nigra in basal ganglia of the brain



-bradykinesia



-shuffling gait


E.  decreased muscle tone—



-see in early CVA, spinal cord injury—lower motor neuron d/o



-weakness = paresis—hemiparesis is weakness on ½ of the body



-paralysis—plegia—hemiplegic, paraplegic, quadraplegic



-grade muscle strength on a scale of 1-5




-1/5—slight movement




-2/5—more movement but not good




-3/5—move against gravity*




-4/5—mild weakness




-5/5—normal*


F.  Specific D/Os



-symmetrical weakness of proximal muscles—due to myopathy—e.g. Duchenne’s muscular dystrophy



-distal muscles (symmetrical)—due to polyneuropathy—DM neuropathy

IV.  Coordination


A.  Romberg is important to check


B.  cerebellar dz—



-cannot perform alternating movements (dysdiadochokinesia)



-clumsy movements (finger to nose)



-increased coordination with eyes closed



-heal down shin to foot

V.  Reflexes


A.  grade 0-4, nl=2/4


B.  clonus—rhythmic oscillations—4+; tell number of beats too


C.  hyperactive—upper motor neuron, metabolic—e.g. MS, CVA


D.  hypoactive—damage to cord, lower motor nerves, muscles, neuromuscular junctions


E.  Babinski—dorsiflexion of great toe is abnormal except in newborns—indicator of upper neuron dz—demyelination

VI.  Sensation


A.  sensory mapping—establish cord level lesion or peripheral nerve involved


B.  hemisensory loss—lesion in cord or above


C.  symmetrical loss—distal polyneuropathy—stocking glove—DM


D.  loss of position sense or vibration sense—posterior column dz or lesion of peripheral nerve or root (DM peripheral nerve); (posterior column dz can be caused by syphilis)


E.  if increased discrimination—(stereognosis, graphesthesia)—due to lesion in sensory cortex

