Lymphoid Neoplasia &
Hodgkin’s Disease

Dr Rodney Itaki

lLecturer

Anatomical Pathology Discipline

+ ' DIVISION OF PATHOLOGY
___FSchool[of{MedicinefeyHealthiSciences

UNIVERSITY OF PAPUA NEW GUINEA




Lymphomas

* Are neoplasms of lymphoid cells.

* (Classified as:
— Hodgkin Disease (30%0)
— Non-Hodgkin lymphoma (70%).
* There are no benign lymphomas!




Hodgkin Disease

Comprises several closely related lymph node
disorders that resemble lymphoma.

Areas of involvement: neoplastic process
involves contiguos lymph nodes (suggest local
spread).

Usually neck & mediasternum.

Waldeyer ring of nasopharynx & extra-nodal
tissues rarely involved.




HD: pathological tindings

Affected nodes show:

inflammatory response to tumour cells.

Infiltrates of other cells — lymphocytes, plasma
cells & eosinophils.

Reed-Sternberg cells (large binucleated cells that
resemble owl eyes) are basis of pathologic
diagnosis. These cells are surrounded by other
cells.

These “other cells” follow 5 histological types.




Reed Sternberg Cell in HL

Reed-Sternberg

Ref:
www.studyblue.com

ushansky K, Prchal IT:
Wilizams Hematology, 8th Edition: htp .accessmedicine.com

Copyright &€ The McGraw-Hill Compani nc. Al rights reserved.




Reed-Sternberg cells (and variants) The lacunar cell variant has a

are large cells with very striking folded or multilobulated nucleus

“Inclusion-like” eosinophilic nucleaoli. lying within a clear space with fine

Try and identify them using the pink bands radiating outwards

following diagram: from the nucleus; the latter are
artifacts caused by shrinkage of
the cell during processing in the
laboratory.

%=
“Classic”

Reed- Hodgkin cell

Sternberg (mononucle lacunar cell
cell ar variant)

1. history 2. macro 3. slide 4. micro 5. comment 6. previous I : l




The 5 histological types ot HD

Nodular sclerosis — most common form.
Lymphocyte predominance.
Lymphocyte depletion.

Mixed cellularity.

Lymphocyte rich.
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Lymphocyte Predominant HIL,

Few RS cell, eosinophils, plasma cells few. Increased lymphocytes.
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Many RS cells,
few lymphocytes

www.webpathology.com
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Mixed Cellularity HL.




Clinical Features HL.




Hodgkin’s Disease/Lymphoma
Clinical Presentation

Lymphadenopathy 90
Mediastinal mass 60
“‘B” symptoms 30
Fever, weight loss, night sweats
Hepatosplenomegaly 25

Most commonly involved lymph nodes are the
cervical and supraclavicular in 75%

Bone marrow is involved in 5% of patients




Burkitt lymphoma 1n PNG

50% of all childhood lymphomas
13% of all childhood malignancies

The median age was 6 years.
Male:female ratio was 8:1.

Facial structures were the most commonly
atfected sites58% cases, followed by spinal
involvement in three.

The majority (89%0) of patients came from
malaria-holo-endemic, coastal PNG and three

were from the highland region.




Burkitt Lymphoma “starry sky”
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E cell neoplasms T cell neoplasms

BONE MARROW ~ THYMUS

Precursor T
lymphoblastic
lymphoma/
leukemias

Pracursor B
lyrmphoblastic
lyrmphoma/
leukemias

Small lymphocytic
Ilymphoma

Chronic
lymphocytic
leukemia

Multiple myelomsa
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Mantle cell lymphoma

- Peripharal
Follicular lymphoma ; v cell
Burkitt yrphoma e -. -_ | lymphomas
Diffuse large B cel ) —= |

lymphoma
Hodgkin lymphoma

et I

Diffuse large B cell lymphoma
Marginal zong lymphoma

Small lymphooytic lymphoma
Chronic lymphooytic laukemia

Origin of B & T cell neoplasm. Ref: Robins Pathological Basis of Diseases, 7™.




Pathology & Pathogenesis 3

e ARF- mediated thro’ several mechanisms

1.Ettect of pRBC on microcirculation- knob like
processes formation on surface of RBC which helps in
anchoring to the endothelium

Cytoadherence- due to thrombospondin formation from
vascular endothelium- specific to pf ( not in pv/pm) so
ARF only in pt.

Loss of deformability of pRBC according to need of
microcirculation- slugish circulation- renal ischemia




Mechanism of cytoadherence

Circumsporozoite ~# Thrombospondin
protein [ receptor

Hepatocytes Mosquito

stages

Gametocytes

Sialic acid
binding protein

Glycophorin

Schizont

S

ICAM-1

Ref: Robins Pathological Basis of Diseases, 6™ Ed.




Pathology & Pathogenesis 4

2.Hypovolumia may occur due to Fever
(hyperpyrexia), sweating, decreased intake of fluid,
vomiting etc.

3.DIC

4 Increased plasma viscosity due to infection

5.Release of chemical mediators- TNF, cachectin,
cytokines, interleukines etc causes- vasoconstriction,
increased vascular permiability, catecholamine
release(SIADH ) hemoconcentrarion, shock &
tubular necrosis

6.Hyperbilirubinaemia due to hemolysis, Black water

fever in G6 PD deficiency patients 1s also associated
with ARF




Laboratory Diagnosis & Monitoring

e Blood slide
* Asin ARF (BUN, etc..)
e Bilirubin

* Utrine output monitoring
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Main Reference: Robins Pathological Basis of
Diseases, 6 Ed. Chapter on renal failure and
infectious diseases.
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