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Cells loss of ability to be
specialized in nature and
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tissue, leading to
unpredictability.

- Brain

- Brain lining

- Thyroid

- Blood and skin
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Broad forehead
Elongated face

Large prominent ears

Strabismus (crossed eyes)
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Jones Criteria for Rheumatic Fever

Major Criteria Minor Criteria
Pancarditis (pericarditis, endocarditis, myocarditis) | Fever
Polyarthritis Arthralgia
Sydenham Chorea Prolonged PR interval
Subcutaneous Nodules Increased ESR or CRP*
Erythema marginatum Leukocytosis

*Erythrocyte sedimentation rate or c-reactive protein

Small,Firm, Friable Large, bluky, irregular Small friable Medium sized flat
Verrucous

Along the lines of Valve cusps and Along the lines of Both surface of
closure mural endocardium  closure valves involved
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HODGKIN’S DISEASE

* Hodgkin’s disease (HD) primarily arises within the
lymph nodes and involves the extranodal sites
secondarily.

*The term “Hodgkin lymphoma” encompasses a group
of lymphoid neoplasm that is characterized by the
presence of distinctive neoplastic giant cells called
Reed-Sternberg cells

* This group comlprises about 8% of all cases of
lymphoid neoplasms.

D .

LN §Olwn —~— Liyer—— BM

* Bimodal peaks —one in young adults between the age of 15 and
35 years and the other peak after 5th decade of life.

* The HD is more in adult males than females.

* The classical diagnostic feature is the presence of Reed-
Sternberg (RS) cell (or Dorothy-Reed- Sternberg cell)

* RS cells are derived from B-cells of germinal center
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< ‘é Hodgkln
- Lymphoma

1. Classical HD - All subtypes into this group have Reed-
sternberg cells with same immunotype ie. positive for CD 15
and CD 30

2. Non-classical /Nodular lymphocytic predominance type =2
This subtype is histogenically distinct from other (classical)
subtypes in that the Reed-sternberg cells are positive for CD
20 and BCL-6 but are negative for CD 15 and CD 30.

] -(D IS+ “Non classical CDI
1+ Nodular sclerosis Ch 30 + *  Lymphocyte predominant cD 3@, BCL-6+

*  Mixed cellularity
~ |+ Lymphocyte-rich
~ | * Lymphocyte depletion




Aphste Anemia): Itis Pam?/vlnm - All Blood cells ane Jsed.

* Anemia. + Lukag,lofm + Mm%ma
'\Zw/oim»um dustruchion % Homatopaitic Stomcolls
DueJ: dﬁafmnd‘;mmogrdaﬁammual Md?ma#c clem clls lmase#
— Cnvironmental #m/: = rodiadion , foxins.
(on;dlmliom -
VRBS = Ticsue camnot
L Hoort hawrd — C/mJ-/om'n, so8
 Platehk— 1 Risk j Uudiy,
U WBC =7 inakility o infections.
L kf"? ‘]?H % %
Counses : - Idjopathi
g Rndlfa/(bncaﬂd Joxins

j;;zun: £ay, Y, gl o s

* Famconi o — mjc mhwnited cuse

t» Pom i
P abnormalikies.

Diagnosis =4 RAC, ia, Yhromdbe i
T R
' = brply mosad and diylep




Viral inclusion bodies

Intracytoplasmic

Henderson-Peterson bodies (Molluscum Contagiosum)

Negri bodies (Rabies)

Guarnieri bodies (Small pox)

Paschen bodies (Small pox)

Bollinger bodies (Fowl pox)

Borrel bodies (Fowl pox)

Intranuclear

Acidophilic

Basophilic

Varicella zoster virus

Cowdry type A Herpes simplex virus

Yellow fever virus

Cowdry type B Adeno virus

Cytomegalo virus

= S
o
TN 8




Bollinger bodies in Avipox

Oral cavity Hematoxylin and Eosin | 260x
Epithelial cells within the hyperplastic mucosa often undergo balloomng degeneration
and containa 15-30 u osinophilic, intracytoplasmic inclusion/| dy (arrow)
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Hepatocyte with a large intranuclear inclusion body. Surrounded by a clear halo

— (o 8 :+ Polio virus
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Mean gradient <5 5-10 >10
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artery pressure
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Hypothalamus *
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v |nhibin Spermatogenesis TestoSterone
Testis

Sertoli cell-only syndrome, also known as del Castillo syndrome or germ cell aplasia, is one of the
most common causes of azoospermia in infertile men. In this syndrome, only Sertoli cells line
the seminiferous tubules of the testes, and the patients halve very low or absent spermatogenesis.
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ASCHOFF GRANULOMA - along. Aine # closuse
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Orphan Annie ege yuclei Orphan Annie-eye nuclei are
i characteristically seen in

e Papillary thyroid carcinoma.

e Polymorphous low-grade
adenocarcinoma.

e Cribriform adenocarcinoma of the
tongue.

e Hashimoto's disease.

e Grave's disease.

e Nodular goiter.
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CERVIX

"NECK of UTERUS"

ENDOCERVIX
 COLUMNAR EPITHELIAL CELLS
L PRODUCE MUCUS

,,,,, =8 « o —|-SQUAMOCOLUMNAR JUNCTION

TRANSFORMATION ZONE

‘  SUB-COLUMNAR
CERVICAL - = TEX RESERVE CELLS

CANAL < : | "ME TAPLASIA"

IMMATURE SQUAMOUS
EPITHELIUM

ECTOCERVIX

L MATURE SQUAMOUS EPITHELIAL
CELLS

CERVICAL INTRAEPITHELIAL NEOPLASIA/
SQUAMOUS EPITHELIAL LESION
~MOSTLY CAUSED BY HPV INFECTION

STAGES
HPV-16 % HOW MUCH EPITHELIUM is INVOLVED
* > HALF of ALL INVASIVE
CERVICAL CANCERS CARCINOMA CERVICAL

GRADE 1 GRADE 2  GRADE 3 IN SITV CANCER

BASAL LAYER of TRANSFORMATION ZONE ~ 15 TYPES LINKED w/

(IMMATURE SQUAMOUS EPITHELIUM) >100 CERVICAL CANCER BP0 sa0%,
o0ODDRO™TIDOT

’10"53"7"'3230"*‘)1'v11’1'

SYMPTOMS :

L
LS

* FIRST:
U ABNORMAL VAGINAL BLEEDING

U eSP. AFTER SEXUAL INTERCOURSE
% OTHER: TREATMENT
U VAGINAL DISCOMFORT CERVICAL INTRAEPITHELIAL NEOPLASIA

C VAGINAL DISCHARGE with UNPLEASANT SMELL * CRYOSURGERY * CONIZATION
C PAIN when URINATING

COLD-KNIFE CONIZATION

% IF CANCER HAS SPREAD BEYOND PELVIC WALL:
C CONSTIPATION
L BLOODY URINE

LEEP or LLETZ
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C D C Amebiasis ODPDX

Mature cysts
ingested

@ Infective stage

— 4 Diagnostic stage

. Noninvasive colonization
ﬁ Intestinal disease

— . Extraintestinal disease Cysts and trophozoites
passed in feces

/‘ o Trophozoites &
N\, Exits host

o) ==+ Multiplication

Excystation Trophozoite

Cowden Disease

Autosomal dominant _ L) G @ :

Mutation of PTEN gene on chromosome 10g923.3 E T 2 E ; N

Components:

e Hamartomas of all three embryonal cell layers

o Intestinal hamartomatous polyp — usually ectodermal, most common in colon

Facial trichilemmomas - most common feature.

Cancer of the

o Breast (30-50%)

o Thyroid (10% - Mainly FTC, rarely PTC and Hurthle cell tumors)

o Endometrium

CNS - 2"¥ most commonly involved system

o Megalencephaly, ataxia, epilepsy, dysplastic gangliocytoma of cerebellum — Lhermitte Duclos syndrome.
Developmental anomalies - high arched palate, adenoid facies, prominent forehead, Hypoplastic mandible.
Skin disease - acral keratosis.




Types of Gastric Adenocarcinoma

Intestinal type Diffuse type

Male-to-female ratio, 2:1 Equal frequency in males and females
Bulky masses Diffusely infiltrative growth

Glandular structures Signet-ring cells

Increased signaling via WNT pathway Loss of E-cadherin

Precursor lesions are flat dysplasia and adenomas. No identified precursor lesions
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