Flash Notes

Pathology | Chapter 7
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.perforatein 24 h JMs Liisdl=ils

Sad l=eds ¥ SaaS Jaxin acute cholecystitis!l Il § Ja oI

¢leaw thick L gallbladder)! ¢l wallll (yLiw S4J (perforate; o Lol «¥
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.appendix/|

.o medical lg=de lia Lay

Complications

.chronic cholecystitis _a d~> Jol A4 facute a (i

septic Ja=ig (pericholecystic abscess Jasig oS Jogi :spread)| d>l> U
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CHRONIC CHOLECYSTITIS
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Pathology
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eh=o § chronic cholecystitis)l § «pald G g1l dumog pald (iv >olgils
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yoi808 cmusculosall 3 ,& oSJg aycein u.u.o <invaginate;j ¢uss gallbladder!!
JS eluius cadenocarcinoma lgasiud mucosa lg> musculosall g
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Complications
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S e

1. Change in composition.
2. Stasis.

3. Infection.

(bile, urine, saliva, pancreatic juice, blood $liawes @ uU | I3l gued | !
thrombosis ewi blood)! § 3g.aJlg

o8 4l Jos

Sl aligle cusyi & change Jo=i ()
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thile)l wligSs o Lo.infection .V

1. Alkaline phosphatase:
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2. Bile pigment & bile salts.
3. Cholesterol.

4. Calcium carbonate (CaCOs):
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composition)! JS cuuyia cdd gld (45l components)| JS wgains effects
«infection of gall bladder ga 848 Jass Cauw 4o4s1 .mixed stone Jassg
.bile salts/| Absorbis 4 ;i permeability of BVsJI
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Pathology
glail ¥ Live @le ¥ gallstones!|

1. Pure stones:

metabolic lguw olic metabolic kgawy of bas bile oo digke oylic
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A. Cholesterol stone:

a0l lgiglg yuS lgaxs gallbladder stone _a (single Sy Ul ool Lo
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B. Pigment stones:

‘hemolytic jaundicell c¥l> § lgdg.ds
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C. Calcium carbonate stones:
Jare ;o g «gealdll o) dele Iry hyperparathyroidism e3> § gdgal
2. Mixed stones:

Loy (g1 (80% lgiwus (infected)! of secondaryll ol mixed)! (4l als)l

JS lasde cuwyy nucleus leud o9Sug <bilell Jdy ¢ cinfection)] ¢l §
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S Mol plsidly
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.CaCO; ga yau¥lg (bile pigment ga darklly « Jo oS x008l 2 § Jias
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gall stone U Ses¥lais¥l 4] crt. hypochondriumll § multiple stones lwic
g3l @s4i rt renal pelvis stone

renal pelvis iy round glg gall stone iy faceted o/ (surfacell &s,b ;e
ST aixlus renal pelvis)| olic stone

alas stonel| cuél of (lateral viewll X rayl! uL>| S e Jb > gaie
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3. Combined stones:

%)\ lgicudg gall stones)| wlile (1o duc g

baSl JS Ladde Cowyilg 8lgis Jseidsl cholesteroll Lia Say! laliso
Scombined)ly mixed)! ;yu 8,801 4yl b

fibrin or «Jls ¢Jg combined 4. cholesterol ¢S oJ cnucleus!! g4
mixed a4 bacteria or inflammatory cells

Complications

:MIMO 4alS & degaxs stone @T 4cliy complications)|
1. Migration:

contracta JUI «cholecystokinin CCKJl gl yus fat JsU cul U dols
avedl il § cuny ‘a.ﬁ Jasyg bilel 5Si conc. Juasud gall bladder !

(referred pain)
2. Infection:
.cholecystic abscess Jassg cholangitis & cholecystitis Josi
3. Malignancy:

squamous) yg>i se&s Scolumnar epith. gag Schronic irritation _a Giw
Olb s cldyg

4. Obstruction:

Sa] J.ay common bile duct waw olg 4] Juasy cystic duct waw of -
2ry biliary ¢ ascending cholangitis Jasi JUI obstructive jaundice Jasy
.cirrhosis

Seasd Ui Gymun ivo bilel] a lgidg ampullall § of cdyg s Jji -
lela> 4Y &iSlw dni cuwd (s pancreatic enzymes!| activateyg ub Sid|
.acute hemorrhagic pancreatitis

«stone ileus Jasig intestinell awd zg,3g bile duct!l oo gu=i dxl> 5 -
008 8 alds 2 mechanismsy judis
.snowball mechanism : ;K98 (g8g0 Wil l> us g 8pseo cuilS )
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.pressure atrophy i «pSaic &390 U (w39 fistula mechanism .f

antibiotics & anti-inflammatory :medical 4o lild o ) 2Msll by
(gole b= il 918 dudledl ke gallbladder| ¥ dsly> Giudog

CHOLESTEROLOSIS OF GALLBLADDER

.oral &> g

alid a0l dig) JoyiudaSlg yani lgig) LUl mucosall § cuwuyiw cholesterol
il Wl agedll (o als e 8y00 bii 4 lgmds dglyall strawberry-like
) T 3 feceslly Al G 80 5003 Ju g

foamy led Laug 88 Jossiualosdl JSU > (Sao macrophages 499
.cytoplasm

TUMORS OF GALL BLADDER

.category B lade lgus|
MCQ 2y lgud di> (8 ST 82l lgle Iguis]

Carcinoma of gall bladder

$94d females I ¢ Common
female! _¢ gall stones and chronic cholecystitis common | ylic

DISEASES OF PANCREAS

Jlsls histologyJly physiologyJl (e @il 7 sin lagagdi olie dage di>
.pancreas

pancreasJ|

Retro-peritoneal and mixed exocrine and endocrine organ.
insulin and glucagon glhy endocrine !

.digestive enzymes | ¢lgil JS glhy exocrine!
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common cause of death ss disease iw 88 idgls d>yiva I
acute hemorrhagic pancreatitis J| z i

caseg yl>g g hai category

ACUTE HEMORRHAGIC PANCREATITIS

¢ clinical syndrome of important medical emergency (category A ss

Woiusyg aod Ly oSan b
sub acute 4y 85 acutedow! _dua Giw go Al o

Sas] acute hemorrhagic pancreatitisJl 9 Ja>wy
agig glhis ductJl J5Is pancreatic digestive enzymes auto activation

Ledlg> dxl> S

Ul cellslg ductl J=1> o9 =uub pancreatic enzymes I
sl inactive s lpsldai

Jldy bgsi core ay Jasiy lipoproteins sall (o a5l lg=lhiy U cells
.active _dua 0o core ! elis of enzymes

¢ acute hemorrhagic pancreatitis Josu oo S| al

e bile Jlg obstruction I d>wi gy bileJ! ¢l cowin — gall stoneseA
3aSg ;uKidg g0 bile salts b ,ilia lipoproteins ! Liss bile salts
Slw Ly asidlg active Joxiia enzymes !

L5 @IS by Jej Jisil U dysgmad] dole 6 Somas ell] Cuuus g8 Sl analloB
alcoholll ¥) enzymes | guuai 8 80l) couww 859 alcoholusyiy asdy duwds
lipoproteinsJI dis 456 gl 44S a0 Giuds g «(simple carbohydrate as

=lhisductsJl 28,49 inactivationgs enzymes ) dio Josi olie
Al je4ig active ag enzymes !

accidental rupture of pancreatic dlas> U olul olis 4ad Wl cuudlo C
Ja=i proteolytic enzymes glhiy necrotic cells)| (dxy> ddac <l ducts
.activation of pancreatic enzymes

.stone Ja=is [gi¥ primary hyperthyroidism eD
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proteolytic glhi inflammatory cells!! ¥ secondary infectioneE
.enzymes

ischemia Jasy autoimmune disease sa (¥ poly arteritis nodosaeF
inactivation Jasi Ul lipoproteins)| jiuaas

Grossly
activatedesy enzymes! J< 8 With no time

necrotic and hemorrhagic ci> 499 swollen «<— pancreas ! ,9)ia

dlasa fataslad Lisy retroperitonealdil ;19)le laiile g pancreas!
medium 9 Laun ziiia JI fatty acidslg digestion and necrosis
patches of calcium Jassg fatty acidsJ! 8 clway Ca®*Jl sy 33g alkaline
dystrophic calcification syi=i ga, (Kang «Saponification dawl a3 soap
@;oi h“Jgi'l g

o0 o 25 i) sub acute Ldua liag dusms Jlaisl dag Gile of 80 ¢lsd|

. secondary infection dlasy :Sas (alS i iUl EURRITRten)

2l L8 amylase ! dwus (uudiy 8ol aSU (ylixe
peritoneum ! .8 hemorrhagic exudate _8)ia With no time

Complications

hemorrhagel| 4> hypovolemic shock (10 cigay ol

sub acute dJl Laua gile of 80 ol
99 sub acutea| _isy

eacly effectl lolasyg diumo &> 9 activationpelas enzymesdygds isy
ol=lly toxemia asg gangrenecJsi (Saong secondary infection lasg

QA Tl
CHRONIC PANCREATITIS

nodular _dug Jo>is (Las continuous irritationJl &> pancreas/! liag
secretion of pgisg pancreas/! cailbg guiy sag fibrosis alasyg and firm
diabetes Joxsg insulin

dxl> 9lin palyg pancreas]ly stomachJlg liverJl ,8ia CT dyg.0 lidds of
pancreatic pseudocystgs hemorrhagic fluid lalg>g 845 83,

Page 11of 16



Flash Notes in Pathology| from diseases of gallbladder till tumors of peritoneum

9 cystuin pseudodd cub
aid 48,8~ cystlg fibrous wall lgdg epithelial lining lia Gislgle olide
.epithelial lining lgJ ;55

subacute hemorrhagic U healing d~ Spseudocyst)l aJ c.igSl
.pancreatitis

TUMORS OF PANCREAS (car.g)

Endocrine part:

Gastrinoma (Remember Zollinger-Ellison syndrome).
Insulinoma (Beta cells).
Glucagonoma (Alpha cells).

Exocrine part:

Benign: Cystadenoma.
Malignant: Adenocarcinoma.

CARCINOMA OF PANCRESE (caTt. 4

Lgdgiii (San SV cancer]l glgil ps)lg s (oo 809

Site:
tailJlg body Jl sassg Jo¥l head!

Etiology:
Risk factors (2D, 20C):

Diabetes mellitus, especially females >40.
.carinomas)| JS ;¢ exception ssq
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Dietary factors as high fat.
Chronic pancreatitis
Cigarette smoking

Grossly
o (solid organ s (,¥) infiltrative _agy ¢ grayish laiglg hard mass 3jia
tail JI ¢ body ! & (s g led common sites head ! S »ehiy
Microscopy

4 g adenocarcinoma & § Ak o ductJ! ¢o gl tumorsJl o 99%

adenocarcinoma of (asuis Gimaiwe by (10 g lgdgds a3 a3 dxl>
Pancreas = Perineural S8l 9 perineural invasion ! o pancreas
‘highly painful jdw eas glise

Spread
1. Direct:

le/ Ja=y San 9 ccommon bile duct & JUI Ly di> 3,89 head ! oo
Josy g duodenum U spreads ol «jaundice Josu isy obstruction
.duodenal obstruction

common JI ;ro xdi Give gu kidney & spleen ! 79 tail JI ol body ! o
Ay g pgdlius] 5l 83 (jaundice ¥g obstruction Jasw ¥g bile duct

2. Lymphatic: = regional lymph nodes.
3. blood: =liver & lung.
4. transcelomic spread

retrograde (e 8yle aif laasy I9adis| laa «ahle g0 Sretroperitoneal gag g3l
hemorrhagic lalss 4w o <krukenberg tumorll ; lymphatic spread
ascites

DISEASES OF PERITONEUM
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SUPPURATIVE PERITONITIS (cAT. B)

Etiology

& E Coli, streptococcus ) lo¥ 954l (e dJgawull pyogenic bacteria !
(staphylococcus

g3l suppurative peritonitis Cowwds
$@lil Jlol (= inhalation ¥y through ingestion yisw
* Direct spread from appendicitis, cholecystitis, salpingitis
(inflammation of fallopian tube).
* Perforation of ulcers (peptic, tuberculous, typhoid).
* Perpetrating abdominal wounds.
* Complication of abdominal operations due to injury of gut or
defective sterilization
Jo¥l pé=ii p3¥ Animal origin ¢ JUl sutures)| ¢ dols

Pathology
diffuse ol localized 4y LY

great JU localization Juasuwa suppuration | 4. as localized J! *
lga=y 2o intestinal loops Jl adhere y s fibrin I ¢ (fibrin I  omentum
le) oy (Sas of complete obstruction lo) Jasy (Sae I mass (oS o0

4 Jasy ol resolvey Sao Ul peritoneal abscess Jasi g suppuration
48 g8,aia I ol cews fistula gf sinus Jasy g rupture

M paralytic ileus JI ¢ toxemia | d>.ii deathu e Wle 8o diffuse JI *
M s parasympatheticll liag parasympathetic inhibition lglusl sl
.sympathetic)l LuSc terminal diclis gangliall oY Gl

¢<,8) OTHER TYPES OF PERITONITIS

Tuberculous peritonitis.
Rheumatic peritonitis.
Chemical peritonitis.
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ASCITES (caT. )

Accumulation of fluids in peritoneal cavity or sac (transudate,
exudate or lymph)

uiwe ascites il b 5 (Ldwgo gasyd cilaNlg eldwiwd] dawl L1y=lg
“ inflammation Giw L& glic (ascitis

Transudative ascites:

Generalized edema (cardiac, nutritional & renal).
Constrictive peritonitis (=Cardiac edema).

Meig’s syndrome (Ascites + Hydrothorax + Ovarian fibroma).
Pedunculated ovarian tumors when their pedicles are twisted.

Exudative ascites

Due to peritonitis (pus) and peritoneal tumor metastasis (blood due
to hemorrhagic ascites).

Chylous ascites

Due to lymphatic obstruction.

TUMORS OF PERITONEUM (oray

Benign = rare.
Malignant:

Mesothelioma = rare (more common in pleura).
Retroperitoneal sarcomas.

Metastasis = common in cases of

Cancer of stomach, colon, pancreas and liver

«transcelomic spreadJ! &s,b e ol cuwy Juay metastasis ! o Sas *
.blood spread & lymphatic spread
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.hemorrhagic ascites 8sle J.a>uy peritoneal metastasis JI ¢ *

cuwy Koo mucoid carcinoma ;o of metastasisl ol llas dogs dl> a8 *
multiple peritoneal mucinous masses = Pseudomyxoma peritonii
lgheliy ¥ myxoma peritonii dawl peritoneum/! $ =lhy tumor auis Y
peritoneal mucinous gaww Lidglad « ¥l § sgaroll mucindl dows lgd
AR mgé & olde carcinomatosis

Page 160f 16



	هي الـgallbladder هى اللي بتطلع الـbile؟
	طب وإيه نوع الـepithelium؟
	Etiology
	Pathology
	هى الـgallbladder هيحصل فيها إيه؟
	مين يوصف الـgallbladder في حالة الـcatarrhal؟
	علاجها إيه؟

	Complications
	Pathology
	آخر حاجة:
	لكن هذه الحالة بتكون cholecystitis glandularis proliferans، تفرقوها إزاي؟

	Complications
	إيه المشكلة اللي ممكن تحصل بقي؟

	Etiology
	نعمل إيه بقى؟
	يبقي إيه بقي الأسباب؟
	1. هتلغبط المكونات بتاعة الـbile، أي سائل فيه مية وشوية حاجات دايبة فيه.
	3. أي سائل فيه حاجات مش دايبة وسبناه يركد، يبقي ساعتها الـcomposition يحصلها 2ry infection، ودى الزاوية التالتة في المثلث، إيه الـmechanism بتاعها؟

	Pathology
	Complications
	بيعتمد علي هتسد فين:

	Carcinoma of gall bladder
	الـpancreas
	الpancreatic enzymes طبيعى وهى داخل الduct والcells اللى بتطلعها بتبقى inactive ازاى؟؟
	ايه اكتر سبب يعمل acute hemorrhagic pancreatitis ؟؟

	Grossly
	Complications
	chronic pancreatitis

	Endocrine part:
	Exocrine part:
	Site:
	Etiology:
	Risk factors (2D, 2C):

	Grossly
	Microscopy
	Spread
	1. Direct:

	Etiology
	Pathology
	Transudative ascites:
	Exudative ascites
	Chylous ascites
	Malignant:


