Lymphoma – 17-05-04
These notes will only deal with the diseases covered during lecture, under each of the headings below. 90% of lymphomas are B-cell. For all other diseases, refer to online notes. 
There are four main categories:
1. Precursor B-cell neoplasms (immature B cells)
2. Peripheral B-cell neoplasms (mature B cells)
3. Precursor T-cell neoplasms (immature T cells)
4. Peripheral T-cell and NK cell neoplasms (mature T cells)
B-CELL NON HODGKINS LYMPHOMA

Precursor B-cell & T-cell neoplasms
Acute lymphoblastic leukaemia/lymphoma - ALL (Robbins pp 654, Fig 15-6, Table 15-5)

General: Composed of immature B/T-cells
Epidemiology/At risk individuals: Common: immature B-cells, Uncommon: Immature T-cell. Almost all affects children < 15 years. B-cell leukaemias affect younger children than T-cell leukaemias. 

Morphology: lymphoblasts with round/convoluted nuclei with fine chromatin

Clinical features: 1) anaemia, 2) neutropenia, 3) thrombocytopenia, 4) bone pain, 5) hepatosplenomegaly

Prognosis: aggressive but cureable
Subclassifications of ALL: Table 15-5. I don’t think this is required to be learnt individually. 
Peripheral B-cell neoplasms

Chronic lymphocytic leukaemia / Small lymphocytic lymphoma (Robbins pp 658)
General: Tumour cells resemble mature B cells with surface marker CD5. 

Epidemiology: SLL = 4% of NHL. Elderly age group, M>F

Morphology: small nucleus, condensed chromatin, proliferation centres have prolymphocytes & paraimmunoblasts. 

Clinical features: Mostly asymptomatic, if symptomatic ( non-specific: Generalised lymphadenopathy, hepatosplenomegaly, easy infectability. 

Prognosis: indolent / fatal

Follicular lymphoma (Robbins pp 659, Fig15-11)
General: Neoplastic cells closely resemble normal B cells in germinal centres
Epidemiology: Most common form of NHL, 45%. 
Morphology: nodular aggregates of lymphoid cells, small lymphoid cells with condensed chromatin of centrocyte form or centroblast form. 

Clinical features: generalised painless lymphadenopathy

Prognosis: indolent but cureable. Median survival 7-9 yrs, 72% 5-year survival. 

Diffuse large B cell lymphoma (Robbins pp 661, Fig 15-14)

General: The distribution of the large cells is diffuse. 
Epidemiology: 30-40% of NHL. M>F. 

Morphology: diffuse large cell population, large nuclei, open chromatin, prominent nucleoli. Cells resemble centroblast / immunoblast. 

Clinical features: rapidly enlarging symptomatic mass in single nodal or extranodal site. 

Prognosis: aggressive but cureable. Median survival: 2-5 yrs, 27% ( 5yr survival. 

Subclassifications: There are two main subtypes in the setting of immunodeficiency states: 1) Immunodeficiency associated large B-cell lymphoma, 2) Body cavity large B-cell lymphomas. 

Burkitt lymphoma (Robbins pp 662, Fig 15-16)

General: Cells are intermediate in size
Epidemiology: adults. 

Morphology: pale tangible body macrophages (“starry sky appearance), high mitotic index, multi nucleoli
Clinical features: extranodal manifestation commonly
Prognosis: aggressive and fatal. 44% ( 5yr

T-CELL NON HODKINS LYMPHOMA

Peripheral T-cell and NK cell neoplasm
Peripheral T-cell lymphoma not otherwise specified (Robbins pp 669, Fig 15-23)
General: “waste basket category”
Epidemiology: <15% of NHL. Accounts for 50% of TCL. Adults. 

Morphology: pleomorphic mixture of small, intermediate and large sized T cells with irregular nuclear contours. Reactive eosinophils, macrophages. 

Clinical features: LN, skin, subcutaneous nodules, hepatosplenomegaly, other extranodal site. 

Prognosis: variable, but potentially cureable. 25% ( 5yrs. 

Extra information: This tumour is diagnosed by immunohistochemistry as they express: CD2, 3, 5. 

HODKINS LYMPHOMA/DISEASE (Robbins pp 670)
E0 = eosinophils, n0 = neutrophils, p0 = plasma cells, RS = reed Sternberg, M0 = macrophages, L0 = lymphocytes
General: Unlike NHL which arise in extra nodal sites, these lymphomas arise in a single nodal site and spread to anatomical contiguous sites.

Subtypes: 1) nodular lymphocyte predominance, 2) nodular sclerosis, 3) mixed cellularity, 4) lymphocyte depleted, 5) lymphocyte rich.  
Reed Sternberg cells: These are characteristic of hodgkins lymphoma. Morphology of RS cells (Fig 15-24): large (15-45um), binuclear lobes, owl-eyed -nucleioli, abundant cytoplasm. Variants: mononuclear variant: single round nucleus) with large nucleoli, Lacunar cells: delicate folded / multilobulate nucleus, pale cytoplasm. Lymphocytic & Histiocytic variants: popcorn nuclei, inconspicuous nucleoli. In all cases, there is an appropriate background of inflammatory cells (lymphocytes, plasma cells, eosinophils). 

Nodular lymphocyte predominance (Robbins pp 673, Fig 15-27)

Epidemiology: 6% of HL. Adults > children. M>F. 
Morphology: nodular growth pattern, L/H popcorn cells (CD20, 45 +ve) without RS, background popn of B-cells (mostly, with little e0 & n0). 

Clinical features: peripheral lymphadenopathy with sparing of mediastinal nodes

Prognosis: 90% ( 10 yrs. 

Nodular sclerosis (Robbins pp 672, Fig 15-25)

Epidemiology: 60-80% of HL. Young adults. F>M. 
Morphology:  nodular pattern of lymphoid areas with collagen bands dividing these areas, presence of lacunar variant RS, areas of necrosis, background popn of TL0, M0, P0, E0, N0. 
Clinical features: mediastinal lymphadenopathy

Prognosis: curable. 

Mixed cellularity (Robbins pp 672, Fig 15-26)
Epidemiology: 15-30% of HL. Adults. M>F. 

Morphology: diffuse effacement of nodes with mixed cellular infiltrate (TL0, E0, P0, M0), classic RS + mononuclear variants are abundant. 

Clinical features: adominal nodopathy + splenomegaly. 

Prognosis: aggressive but curable. 
Lymphocyte depleted (Lecture notes)
Epidemiology:  <1% of HL. Older adults

Morphology: lymphocyte depleted, areas of fibrosis & necrosis, RS cells. 

Clinical Features: associated with HIV, adominal nodopathy without peripheral lymphadenopathy. 

Prognosis: aggressive

Lymphocyte rich (Lecture notes)

Morphology: lymphocyte rich, scarce RS, background popn of L0. 
The rest of things are similar to NS. 

For Ann-Arbor Staging criteria refer to online notes. 

The neoplasms covered in this lecture are the common ones. There are plenty more covered in your lecture notes, but these are not necessary to be learnt according to my tutor. 
Source: http://www.rajad.alturl.com 

