
Male



Penis

Malformations

-

Congenital
-

most commonly at the wetherl orifice

Hypospadiasis (HYP)

It/ - abnormal opening of distal crethral crifice Calong ventral aspect of shaft)
-

crifice may be constricted -> Obstruction + ↑ UTI risK and maybe wine recurrence

-

Surgery required

2 Epispadias
*+- presence of urethal orifice on dorsal aspect

-

may result in obstruction or winary incontinence

-

associated with extrophy (congential bladder malformation)

Inflaminatory Lesions

-

mostlyCaused by STDs

-

local inflaminatory processes unrelated to STD and other Systemic inflaminatory

diseases may produce penile lesions

Balanitis

- local inflamination of the Glans permis

2 Balanopthitis
- inflamination of Glans peris + overlying prepuce (foreskin)

- Mostly occur in Consequence of pour local hygiene in uncircuincised incles

-

may have any of multiple bacterial
,

or fungal origins ,
or caused by contact dermatitis

- Grossly : - distal penis inflammed
,
ed

,
swollen

,
tender

, purulent discharge



3 phimosis
-

prepare cannot be retracted easily over glans penis

- some are congenital ,
but most are acquired (from scaring of prepare secondary to

previous Balanoposthitis episodes)

Neoplasins of the Penis

-- 95 % -> SCC

↳ uncommon in US m 0 . 4 % of all Cancers in made

occurs at much higher rates in developing countries

-

MostCases occur in :

I uncircumcised ,
older than 40 years old

2 -

Poor hygeine -> exposure to potential Carcinogens (Smoking
,

HPV 16
,

18)

I SCC of the penis
-

appearance of indignant cells confined to epiderinis"intraepithelial neoplasic" "Carcinoina in situ"

- 3 Clinical variants (all Strongly HPV associated)

1. Bowen Disease

-

Older uncircumcised incles

-

Grossly : Solitary , plague-like lesion on shaft

* - Histopathology : Inalignant cells throughout epidermis ,
no invasion into underlying stroma" in situ"

-

33 % -> progress into invasive SCC

-

Malignant features : -

- hyperchandic , dysplastic , dyskeratotic epithelial cells

- Scattered Mitosis above Basal layer

2. Erythroplasic of Queyrat
- Bowen disease presenting as erythematous patch on glas penis



3. Bowencid Papulosis
-

in young sexually active inales

-

Histologically -> identical to Bowen Disease

-

Clinically :
- Multiple reddish-bown papules an glans

- transient

~

rae progression to carcinoma (progression in Case of immmocompetent)

2 Penile SCC

*
groy-custed popula lesion on glans peris or prepuce

incy infiltrate underlying tissue -> indurated olce with irregular Margins

-

Histopathology -> infiltrahig Keratizing SCC

- most caser are indolent
, locally infiltrative

-

25 % -> regional In infiltration (pelvic (n -> para-cortic (N)

-

distant metastasis uncommon ,
5 year survival rale -> To %

- Verucous corciona (variant of scc)

-

papillary architecture - anded pushing deep margins

-

less Striking Cytological atypic

- Grossly : deformed glas penis Culcerative
, infiltrating Cancer)

-

requires surgical resection



Scrotum
*

- Bog of skin that holds and helps protect the testicles

-> testicles make Sperin -> temperature must be cooler than inside body => scrotain located outside

-

testicles produce hormones -> testosterone

-

Epididymis located on top of each testicle

-

Sperinchic Chord - Creinster Muscle

Scrotal Enlargement

-

Congenital in Children

Hydrocele -> most common cause

-

accumulation of serous fluid within tunica Vaginalis
-

idiopathic or responce to neighboring infectionsar tuinars (TB
,
travina

,
hernia

,
stragulation)

-

must be distinguished from the testicular mess -> using Transillumination

-
-

hydrocele -> transilluminate testicular Mass -> Opaque

2 Heinctocele

less
-

accumulation of blood

Common

3 Chylocele
- accumulation of Lymphatic fluid



Testis & Epididymis
~

May Be > Congenital -

may manifest as > atrophy
> inflaminatory

>
enlargement

> neoplastic
~

local pain

>
Cryptorchidisin

-

Mumps Cause Orchitis "infertility

Congenital

Cryptorchidism Congenital
- Failure of testicular decent into scrotuin (right tests) left tests involvement)

↳ normally decends by 3 month of gestation into pelas then into scrotin during last 2

months of intrauteine life (if doest not decent by 1 year of life -> Surgery)
-

1 % of Males -> Cryptorchidisin by 1
year of age

-> 10 % = bilateral

·

usually unknown Cause
, rarely : hormonal

,
intristic testicular

,
and mechanical abnormalities

&

Effects :

- Bilateral (10 % ) -> Steility
-

Unilateral -> otrophy of Controlateral descended gonad + steility
- Orchiopexy ↳ i risk for developing Cancer in contralateral normally descended testis

& surgical placement of indeceded

teslis into scotain↳
reduces risk but does not eliminate ↳ -> due to intrinsic abnormality
isk

archiopexy before puberty -> ↓ liklhood of chophy + ↓ cause and infetility isk

-

3-5 fold ↑ risk of testicular Cance

-

Cryptorchid testis may be normal size -> early life
,

some degree of atrophy -> puberty
*

-

Histologically : -

- tubular strophy
-> 5-6 years of age

d
M ↳ caused by : -Chronic ischemia

- Anti-neoplastic Chemotherapy
- Radiation

·
-

Trauma
-

Chronic hyperestrogenism (cirrhosis)

e -

hyalinization -> pubertym

-

leydig cell hyperplasia
~

intratubular gerin-cell hyperplasia (source of subsequent testicular cancers)



Inflammatory lesions

-

More common in epididymis
-

Some associated with STDs

*
-

other Causes! - - non-specific epididymitis -

Mwinps

-

Orchitis
- Tuberculosis

Non-specific epididymitis + Orchitis

-begin as primary UTI -> Secondary ascending infection to testis (though was deferens ar

Sperialic chord Lymphatics)
-

presentation of testis : -Swollen-tender-contains neutrophile cell infiltrate

* L Orchitis Complicates
-

Mumps infection in 20 % ofcdults

- focal A trophy
-

↳ Childhood Mumps
rarely in children

infection -> patchy

Orchitis

-

presentation oftests : - edematous - Congested
-

Lymphoplasiacylic cell infiltrale

-

some cases -> atrophy ,
librosis

, steility

3 Granulomatous Inflammation

- Caused by some infections and autoimmune diseases

- TB most common

I testicular TB begins in epididymis X Secondary testis involvement

-Histologically : - Caseous graulvinatous inflamination



-Testicular lumors

*
-

most important cause of fir
, painless testis enlargement (20-34

year olds)
=

95 % -> arrise from grin cells (gonads) and we malignant
-

Sertoli or Leydig cells -> uncommon
, usually Demign

-

increased isk if -> Cryptochidisims
-> Intersex syndromes
-> Siblings of indes with testicular cales

~

more Common in whites (i incidence in Caucasian populations)
-

mostComman abnormality -> isochromosome of short are of Chromosome 12

(Testicular Gerin cell Tuinors)

- 2 Categories for TGCTs

---

-

Most TGCTs crise from intratabular precursor cell "germ cell neoplasic in Situ (G(vis)"

↳ embryonic gerin cell -> potential to differenticle into plethora of eimbryonic

and extraeinbyonic lineages*
-GCNIS -> Originate from developmentally rested immature goin cells

(gonocytes) that fail to differenciate to Spermatogonia
- Introtubular ge cell neoplasic (IaCN)

& Seminiferous tubules locking sperinatogenesis

↳
Serfol cells displaced toward luinen



- Clincal features
-

painless testis enlargement
-

nonseminoctous-> widespread metastasis at diagnosis

-

Clinically it is best to Conside TGCTs under 2 boat Categories :

1 - Seminomas

-

rinain confined to testis and reach considerable size before diagnosis
~

Lymphatic metastasis most commonly to -> ilica + Parc-carlic Le

·

Hematogenous inetastasis occurs late

-

good prognosis , very rediosensitive
, respond well to chemotherapy

2- Non-Seminomatous

- metastize earle by blood Cust commonly live + lungs) and lymphatics
~

poor prognosis
-> improved by plation based chemotherapy in some cases

-

TGCT staging
·

Stage 1 : Confined to testis

·

Stage 11 :
regional LN Metastasis only

·

Stage III
:

non-regional Lu I distal organ inetastasis

-

- luinor markers

- hCG -> produced by syncytiotrophoblastic cells

- AFP



Menase Seminomas

Seminomas (classic) > 50 % testicular gern cell thinors

-

histologically identical to oucian dysgerminoes
*

Grosslyi--potato like Clarge ,
soft

,
well-demarcated

,
homogeneous)

-

grey-while , bulges from cut surface of affected testis

-

large Seminonc -> foc of nerosis without hemorrhage

↳ if henowhage present - examination for non-Seminomatous

*
- Histologically:- distinct cell borders

·

cells arranged as small lobules

-

Cleo , glycogen ich cytoplasm
-

intervening libous septa

-

and nuclei + conspicuous nucleol: infiltrated by lymphocyles

-granuloinatous inflammatory reccion

*
- 25 % - > Stain positively for human Chorionic gonadotropin (hC2)

↳ hCG expressing cells morphologically Simila to syncytiotrophoblast -> source ofTheC

↳ HCG + Syncytiotrophoblast-

> Pire Seminoma

- hCG -> pregnancy test

↳ when heG + in male

-> Seminoma

2 Spermatocytic Seminona

- less Common

- Morphologic uciant of Seminoinc

- in Older patients

-Contain mixture of medium-sized
, large uniculate or multinucleate T-cells

,
and

Small cells with round nuclei that are reminiscent of secondary sperinatocyles
*

- different toClassic Seiminoinc in :-

-No association with intratubular gern cell neoplasia

2-

metastasis is exceedingly roe

-

Best prognosis between all Seminomas



* Non-Seminomatous Tumors

Embyonal Carcinoma -> Worst type
-

highly inalignant ,
invasive thinor containing foc of heinhowage + necrosis

-

Primary lesion = Sin all (even with systemic metastasis)
, larger lesion => invade epididymis + speritic chard

-

Histologically:
- large cells

, primitive looking , basophilic cytoplasin ,
indistinct cell borders

, large nucleit prominent nuclei

~

cells may be arranged in undifferated solid sheets ,
or contain grandular structures and inegullar popilice

usually nixed
> * -

other patterns of gern cell thinors are admixed with einbergonal reas

with otherT *

pre embryonal carcinomas Crare) -> 2 - 3 % of all testicular grin cell tumors

2 Yolk SCC Thinors> endodermal Sinus tunor

#X

Most Common primary testicular thinor in Children < 3 years old Cadots-> advixed with embryond)
-

Gossly : large ,
well denarded

-

Histologically : - Microcyles ,
sheets

, glands , papillae formed

- Schiller-Duvall Bodies -> Structures thatesenbed

-

after associated with eosinophilic hyaline globules
Primitive gloineroli

-

Schiller-Duvall bodies-

AP ->

lestrelatedtoFetusandDegrac
psene

- Q-fetoprotein (AFP) (seen in Cytoplasm by CH2 techniques + incy be in blood)

3 Choricarcinomas

- differenciation of pluripotential neoplasic geri cells along trophoblasticlines
-

Grossly : Small
, non-palpable lesions Levern with extensive systemic metastasis)

~

Histologically :

-

heinhorrage and necrosis

-CondrophoblastCapped by Syncyhotrophoblast

↳ sorce of hCG detected in cytoplasin by

IHC staring
- Cytotrophoblast - Syncytiotrophoblasts
↳ sheets of small cubaidd ↳ large , eosinophilic syncytial

Cells Cells containing multiple dok

pleomorphic nuclei



4 Tetratoinas (TT)
- differenciation of pluripotential neoplasic germ cells along Somatic cell lines

- fir masses
,

on cut surface often contain cysts andaacs of cartilage
-

Histologically ->> 3 variants of pure TT

1

. Mature TT

-

Contain fully differentiated tissue from are or more guin cell layers in haphazard arcy

↳ (neural tissue
, cartilage ,

adipose tisse
, bone ,

epithelium)

2. Iiinature TT

-

Contain immature soindic elements

& Similar to those in developing fetal hissue

3. TT with soindic-type inalignancies

- development of frank indignancy

-

Pure TT in pepubertal incles are usually benign
*

-

TT in adults should be alway be regarded as indignant; because in

1 often contain other inalignant germ cell elements

2- 37 % -> metostize

* Mixed Germ Cell tuinors

- 40 %

-

most Common

& Combination of Tetrators
, entryonal corciona

, yolk soc thinors


