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FUNDAMENTALS OF PATHOLOGY
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CELLULAR INJURY AND ADAPTATION

143 g jhaal) il gall

18 A3 Gl £

A ey LYY L) AAY) i it agd g prada g8
XY olad A (s cilladad Jga ALl e Llay)
LN oL A gAY el il Cha g

kkkkkkkkkkkkkkkkkkkkkkkkkkkkkkkkkkkkkkkkkkkkkkkkkkkkkkkkkkk

O O O O

:Causes of Cellular Injury 4 sia) 4,39 Gl

e o Al G V) (i ey Ladie Gaasg ad) 2 Ol il 58 Hypoxia dawsy) (al
Al gl Ay il Gt o Ak (el A ) Apulu) LY A 5l 50SY) e S ATP
=i s cIschemia 4l gali | (a) 8 Jia) aall J8 (e (o s Alelal) dad) (i s 65 55 )
i el Gty gl (8 Gl all i Lind e Blate 58 5 V) (i ol gl 2 codl) 533
(sl laal) il Jial) ¢ sapanl) Calaaill Jic) s )5l

(u.u.;l\ Lﬁb_‘gﬁ Qi S («L’Uﬁ)}l\_’ ¢y shaall bkl c(a_gﬁ\)_;]\ cﬂ\.uj):\ﬂ\) Pathogen LAJAA” Sl gad)
cancaall il ety ji el C\.’u\ AT a0 GAAJL}

ol ¥l duluall b % GLulSS ) es® Immunologic dysfunction  dsslUiall 4id3 o) ¢ g
A el

8 4V sl e Uhal) Jia) &5 )50 dgisa <) ik a5 Congenital disorders 4dlad) () waY)
(Lay)

(@) (B8N i )Y canlidl) o sand) ¢y 9a¥) ae Caaa i (Ser Chemical injury duibeast) 453
Gl HLadY) c(CJ\ «Os S A:\MS\ Lﬁd\;\ c_)_gm‘y‘ ce;ﬁ\ BRI @\_)) ‘;\.g.d\ el il b lall
(& sl A e gleal) ccpaaill (J sasl) slad) dagalafie Laia ) dpaddll

caduall (2 s y/s28LI/ALISY) (i i )l Gea®i Physical forms of injury 43U 4l jdl JIEy)
Jaxall Gl yaadi g ‘@"'&ﬂ\ cadal) dadd 4&}J§.‘\ c(cj\ ‘Z_ULA\ Q\)\:\ﬂ\ T

Nutritional or vitamin imbalance Ul g A8 ¢l sill axe

Slaa¥) sl & ali) marasmus < cues Of (S Cligualfe Al Jol AUS pae o
(Ol (Maa) Jlll & Gals) kwashiorkor S sdl S ela g (b adl

(LSl o sall (525l 5 4Dl (Sl 5 A ) dians aney o) Sy <l poad) Jolii 35 @
Sananll Claill



Js5 ¢(eelie Jse i Jasa (M ae) A oxelidll oo 3l of (K clinalidl) jee @
cal) K oelial) 5o ¢(plae Galiy L) D el S ¢(Scurvy gill) C Cpalidl)
Jse (Sl Jall (i g ebae] St ol S aS a3 38) B12 (i) e o(<a il
Pellagra <sbasll) sl e 5 ¢(orae gl Cigie s Sl SIS an 58) G gdll mes

([ohkemts eals gl cJlgusl]
Al Tt a8 O (R 41 A ()5 O L3N e (g sp s clialilll b @

OB 3 s (53 LS 4l Jill Aol 85 gam 142 JSE

:Cellular Changes During Injury 423! L 45 glal) <)yl

L i ¢ saall ol aduaill) CaSill et Cellular response to injury 4y slad Adal) ciiladiul
Sl e 1A e a0) Al Cigay aad il ALE e 200 caad all ALE D00 (D ssall sl gl
.(Necroptosis ze_m )i



Homeostatic cell

l

Metabolic changes
lschemia
Toxins, etc.

Adaptation Injury

~N S

Reversible changes

| reversible
changes
Apoptosis MNecrosis
----- point of no return

A3 pall il jaall g 30 slad A0a)) clilaiul 222 JS&

(L sai L La) 4090 530 V) Jaai et Al Jal g Bae o adtiad 4090 olas 4040 Alacial
il e A8 5508 5 Alall Ay Allal) dalid) Al ¢ g i) 5 g sad

e ATP 1zl (DNA 3 A L Taaa 5 4000 Labaa (06805 (1) 5 45 51801 a0 cld¥ g il g<al)
i s sl apia s Ay Sl 4p3e W) ¢ 2 sgll i)

(AUIS o A L3y dalgd ity

G (0585 O S (LDL ) Al sall clalll s el dpZe ) eciliigpall (DNA VA3 o
D (00 7 ) Al a6V (568 B L Aaaiall g ¢ umnsS sV (e ABLEN 5 all 53l
(H202) G sonel) 2S5l (3585 ¢(OH®) JanS 5l

Gl ATP ) e 3adize 4 )l 4 gald) A0Sl 3okl (e daall ) CATP Ml 0l @
g (N ABLaYL Y 5855 8 ()5 pe i Ca*t Adiaa 5l Na'/K" dduas
O el il AN PH (8 palts () (o Al s (A s DU (s Sl J3asV) 25 ATP )
Aol alea) s Apiladl A gl ASaN) 8 Adda 5 5 4SS Ol 5 s ATP U



AL a0 ) el AS a1 o358 O (S senll (e ) AL oL AE AL e
i Ll 5T) Na™/K" zsome ahiad daciall Ji (e Slial) o saell dine JiS35 Ganall 4 5
B (A (e ol sal) B palia g AN ) 500 eall J 530

Jady O Sy A5 ¢ A Jism 1) 58 sl SN o Gy JSLEe Gy () (S p sl KDl (3355 @
ATPases I ¢(Ciisnll plasall) 5l g al) Gpaniati ey 351 038 cilay 351 (g sl 5 ol
endonucleases I ¢(dal) clial (agall) Sludsdu sdll ((ATP ) aguiad & aalisall)
(DNA I (s334ll)

e 5355 JE 4l SIS ATP )z sl 3 sl i o <) paiall kg o g @
(e gsladl Sl ey s ) LAl Slhaall) € p g S shandl g a5 el aiall

Myocardial Ischemia

l

Decreased Oxidative Phosphorylation

(Decreased ATP)
|
| Na* K*ATPase pump | Glycolysis Ribosomal Severe membrane
| detachment damage
|
Influx of Na* | Glycogen | Lacticacid | Protein  Influx of Ca®*  Cytoplasmic enzyme
Efflux of K* synthesis leak out of cell
(i.e., Troponin |)
Cell sweliing
Endoplasmic reticulum swelling
Loss of microvill H
Membrane blebs 1 P

AV iy danidiall 4 A0 A SIS JBa 342 Jsi
: Cyana®i 3 yal) i€ Y1 ) g3all am A8 gl ol sa) Ad3aDLa

CE s Al oY Glolas o

S g cpa oo ) oSV 38 s cdismutase Jl ST 358 e

sl ) O s uedl 2S5y o iS5 a5 ) 55 J s «Glutathion peroxidase 1 o
slay CpanS sl () S g pm an sl dsm QYU @

10



Normal Reversible Irreversible
Cell Injury Injury

Marphological

Normal cell _ changes in nucleus
Swelling of

/ endoplasmic
[ reticulum, 5 | @ aﬁ'Myelm
mitochondria / ¥ figures
Death < gﬁ Swelling of
endoplasmic
Lysosome “ reticulum and
rupture It_)ss of
ribosomes
Meg? bt;ane Swollen
Healing ebs mitochondria
with amorphous
Necrosis densities
ﬂ (_
[ - ] k__.
ba © &
Breakdown of % ¢ °
cell membrane Inflammatory
and nucleus response

Necrosis
LR AN 442 Jed
:Reversible cell injury g _all ALY 4 i) 4,39

oSl 5 a0l Aol 53 ATP ) piaall ookl @

W) 5 o 533 goall (3035 a0y s 531 5 Apiliall Na+K+ ATPase ) clduae diliy yali o
AL 23 5y o Alhaia) (uSll) AL 235 Al AT o gl ol e s JI
) A e

Uman 2 3305 ¢l el i sSlal) g die gy (AN (Sl M) Y Jgal e
Al Jal PH A (a5 ¢ all)

At dsladl A sel) A8 e Al plua¥) Juaiiih (g ) il ol o

.(myelin figures) d:ielai JSdily N ogd) sliall B clelid wlis of (Ko @

:Irreversible cell injury gl ALY e 4 glal) 4,3

i (3N mand caal il ALEN e 30Y) A laala T cmll Y A5aai LA e
1osal) A A Jads i g ) 5 ilay 5V iy granst s ) Jals ) o sanallSH

Leal o 28l B S LS (il jatid) phgiaie iy Bgale il jaiie dilig e g @
ATP Izl e 3 )08l aae 5 cdpanslil) 5 jaudl) 3y 5k 8 Leadla) (Ko ¥ 4030 il i)

3 a0 5 jlanl) Gara AR Clapuall Laaledl Glay 33V el cu Al clagwad) 35a3 o
@\Jd)&.ﬁ\ a}ﬁ.\‘_g.ﬂ\ Y sndl aea Juadi g

31530l (3 3w ¢(55530) (pila g SIS 5 (uS) Pyknosis adil e (ff (Say Ayg gl il pdS e
(315l (S438) Karyolysis <lbiuall J3ail 5 «(3)53) 5 323) Karyorrhexis

11



Normal Cell
Apoptosis

Necrosis

Karyorrhexis

|

Karyolysis
el Al AL e 3 el A0 8 sl <l i) Ba2 JS4

Sliad 8 Ruls aaY) e Juddie CilaS an 55wl Al ALG sl 5wl ill ALED <l el 1AB3a0La
Axalyie e el O (S e Al ALED @l el e gl G

Al oyt o A s1all Jals Cilay 3 ransy (R < ga) L) Aadlas i 1A g e A e
LR gl Ay pen AdlaS pxdy ) psal) & iyl o3 (gad o) Lpall 8 Gl O (R e s il
Al Ay 1 e ALl | gumall 430

((LDH) Sl 5 %e33 LSS «CPK-MB ¢(3ue 53 iSY) (i gu s il A4l dliaall 431 @
5 ETON IRV [ QLRI [
Sl 53 1oy Sl el o
ki 8 cllIVY A ) jaall 5Ll dlausl e
:Cell Death 41ad) & ga
IS (el ) e Qe cnl Fana¥) 8 30N ) AT A0S LlaiY)

syl el 430 s Wl g 5 ¢« Al QIS il cCoagulative necrosis i3 JAdl e

O 5 el andll (s sel) G iS5l Arde s s ity 43 (cLaYY)

Al (il g Lay celiac ) alana & aild o il Al agle Badlas (g slall JSall <33l 53l
gleall add (S5 (&Sl

12



Lgalal) ey 33l ddasdl 59 a1 iy 685 e =iy Liquefaction necrosis el Al
(A3lial) LAY (e i s all AN cilay 331y a) (33 IDai) ) 258 Lea chydrolytic

& eral) A iany (Al DAY Ga g oall A ey Y1 pat) plsie J3lail
oS Rl 8 el (o Glal (Saa s ofLaall cleliial ccilal Al

Sl selaall S i ASg s A8 JAHl #) Jel 4 Caseous necrosis (ol JA
Lo L Loy ¢daa guall (al 5a3 pae anll SAI Mol 4nd 5 (i o5k

Al a5 dpeatll LAY e 5Ll 50 Jee 4w Fat necrosis (asdd) A
$osdah panl elae (Slal) pandlly et DA (gay alall b Sl

Looal) L 4y (315 At sl il USG5 s Fibrinoid necrosis (sl Jadl
Y s Qe 43 (5080) o) polate Jedae (5 eaall pandlly (i yudl) Al 5oy
sl g ) s Al 1 AT (111 11 ot ol o bl ) Sia) ala e lia
Al Al Caa ff podiny e mlhiae 54 Gangrenous necrosis () sall LA
Oinadll s s small samall Janad) 68 ) pall cdglind) Cal 3l Gpenats 3Ladl Al SLY)
il AT 23 i Al iyl il pal) Lt e Rl Al Jilan s eme 3 5a 4l Gilall sl

S 238 BN 5 J Y1 Gaenadl ) e ja0 62 JS

2 o ) Bl s il e Gl S il 3 sy gl 1AL

.(Saponification (suaill) a sad\Sl

elidy atlys < paial) gl Jy o g5 leil) (A ) imyay pmsad) Gann Aall pnadl) 14BN
st IS aass (o Ll Sy 45 gutial) LA mpnail) ~ Sl

il ) _@L@."\S\ el ) s GAJ.)AS‘ LAl gl jee JSE A Apoptosis @AJQAS\ Qg‘glﬂ\ Cgall
LAY e 8 pia e sana ol B3 ke LA Qe Cuay g sty 0 U8 (e Aalaia Aol

13



ST ALy ¢ (e A ) s) A T gan D) raal g aaally AN (LaSE (S jglially o
Al sagll e W) e TaaY IS (3 5a0) 8l il 5 a3 o sl (o3 5 (Jain) 555l (pila 5 S
.(Apoptotic bodies gl & slall i sall alual) ¢l Jal ) Adal) ddaas )1 sl o i )
Il 3 ) slaall WIAN J8 (g oy e jaall (5 518 < gall pluad daaly

sl Cligasedl Hse (DNA A0 5 Al 0 paati el s gl Cigall Clajan @
Fas -1 Fas ) Lol ) Jie il ddagl 1 <l JLaY) ¢ gadll Jal se of S g
(TNFR1) 1 (st oA Jale sy (TNF) (sl DA Jale Jals )

@lal gl Lady (M) pel-2 ) oig p Lcbiig ) Adawd g gasal) g oA Cigal) ol @
@l Gsall danll 5L g 5 Jrdi Jale Ty y 9 Ol ) (e ¢ oS sl ad aday (el
DA xie adi gy (el AN sl (i smg W) p53 ) Gsis s L (Apaf-1) el
U ad lein p53  Jlash ((Sae ;2 DNA ) 23kl (S 1) A3l 5 ) 50 a8 59 9 DNA
el (g 51all & all

(Ol QL5 Jul Gmen s ) LS OO ddasd o 2l apal) g olA Cigal) Slad) e
.endonucleases I Lyl Jeiy 5 10l i s 5l 5 5 5l SLdSl) aagy

(L ks eliac VI () o5) Jwall 0Kl paali gasall g g1 igall da glga 3l ALial @
Cise) thymus sl 52l ¢(Agialall 5 5 all) il sa jedl e aainall zayuall (g slall < all
(b sleall  stam)

pluaal] oo sl 2SH Clgill) A g ) Gial jaY) el agpall (5 oA i gall A o ALia] @
Aasil) Al Sl el 5 cCapiadll aalall (8 5 4 e (([Councilman bodies Glelus S
(obSadl ) sana g 48Y)

1A g s 4 e

O#‘ﬂﬁq)uscﬁ)#\gg}u‘ﬂjaﬂ&}fagh@ha%ﬂw&um‘ggw‘&mﬁuj °
.Syndactyly @L.a‘}’\ ?M‘ =X Alall oda (Aaiaa (’\ﬁi }i/_, Aaiaa L;J.JL

%QM@M\Q}A\ ‘M\dﬁq\sﬁ)@guﬂ\@ﬂ\é}u\aﬂ\ﬁJ'Jdlfm °
JPOR U SRS B [ER WS D R P

die Giny g3l o paall (g SN gl JUia o (GVHD) Canaall paall (a5 (m je 1 g3 yos Ay e
LSl 5 el 0 WA g gy dall i) el | alial) aie aall A5 5Kl e dall LDIAN il & ) 300
clall Jadii sole Lad) slacl) Gy e bo,dads (HLA - ) sale) Chuall sagall cilisi s )
ol g oAl G gall g4 GVHD U 3 seal) dompail) Aadlad) (5 saall (garall Janaadl 5 el ccillalal)
430) (AST) Sl maas) 5 sisel i LY (i 43 la0) 439 o Jai ) Abeaal) daay 3391 ciland o)

¥y (Gl 430) (CK-MB ) SLsS ¢l SU (U 430) (ALT ) Slosies) S5 sisal 0T o2
(bl 0030 2030 e Ll 5B iy ¢l Sl 4031) Slalll

14



Cellular Adaptive Responses to 4:3¥) slad 4, glald) gl cililaiu)
:Injury

Al Rl sl GalS S Lt b (5 51a1) GRSl cale JS

Atrophy Normal Hypertrophy
vy - & Py
sL 7o %0 )
T~ AN o la o
Hyperplasia %m ® = 3
@\ ® / ® ;
e e "a“:Q ?.‘3 / ® o é
CNYES
E&o ag' s".‘% @*.'%
ZTANA)
@‘.% @.‘# oo, & -
XY %
o ele,le, o FL
& ) @ o ie Ly g - &
il @\ e . §’ .
Vo X & ¢
Wit 1 T ’
@,“"‘.’l = = .%’ &
) f’}. @ %
Metaplasia Hypertrophy and

hyperplasia
LA 4030 ola Ay 5lal) el cililatial 742 J84&
o (yanali ) ganal) ol | geaallfAdall Luinds gl 5 adl) 5 aaall & pali 8 Atrophy gl
Sl seedl ranadll pali ¢(amas)) calaaill) Ay il (el (38 jall are ) Jlexin¥) ¢ gufdesl)
andl a5 Al ¢ g ¢ ouanl)
seaall pandll (o (a8 sl Clus, ae LdaSie B piua LA Sl jeaall panidll oy
.autophagosomes 4513 4ally Cilapua 5 45 ) Jada DU Sl iy i 5 yiSIY)
Jala il <all &t 3L ) Alall dayda 6l) 3 yadll e.;;]\ 3L & Hypertrophy ?&'Aﬂ\
RSP
e o)
s (JEY) ad) ) 2ie Aakladall COLzall) a5l 50 38 (35S O (S Sl Callaiall 335 @
(i) gl da 8 A el Aliasll) g
el 5 i/l 5 aY) ¢ salll (G sa 0) § L 31550 axly 6 sbanal) ard) g el By e
(05 ) 5 GESY 5 5ll) aam el il 5 (G5 i) eal) a1 o(&
w3y a8 5 oY) saill il jae S gl ¢ saill Jalse e aduzil) Lo i aaiey
L5 ) e 3y 5 5 Sl
L gliany Qe il a ja 5 adadl

15



508 e LAY Lalal oany | giac g S IR e 8334 ) s Hyperplasia gl L
(RSl Czard) s il lac V) LA (i) gl Ja s (s

(ol 2SN Jlatind ey ia) dum slaall LIV (s piaatl) T jal A gl g 3l CLY) o
il Ja i Mia) acaiusall (cay il g o(§ sl die Gall ) ohai Sia) 3 g sed) (g yal

(el
A e il g pall piuai da i g aa ) Dlday puai o i el paill Jajdl A yall GLLY) e
)

33 mall Gl i 334 ) ¢ AY) saill Clia e s S gl ¢ gail) Jal s o piaill Lo jb aaing
AlAl) Lol g DNA ) il 33l )5 ¢(Aae sl Sl jaall lialy) gaill

Ll sale Al haas ) JelS S5 5 laiall LAY Llail aaY (u Se 555 s Metaplasia Jssad)
5 leds e Jumil I Adapnall 508 Jeat e 5,06 Alagioall L1 of # el (e 43 |y Al
) o) e 3l i Al dlai) GG gy sal gt il

B P PR ENS ORI | BT N P EN N IWKAL EEEREN R EVEN| j) Alalaay) LAl s Aaiagll amy

Qg

_(matrix M\) Bkl Al oSa g el gl ¢ el Jal g )..3313 Jaay iy

Qs (imitia ()65 o) sal) (8 CnniS ) (5 sina Cum clniyal) (S b anl) 1Aty A jlia
el mall aall il S e a5 aliadl & b ol peall aal) L S wSURD o glae iam b ) 25
.(Secondary Polycythemia s 56 a2 ) jasl) &3l gall

L) cmlal) Aally ASLE (585 (5l 5k Jpsall (SaudIS Jlie g iy s (50 1A e A lia
Barall e e paive ulad il Cant ()5S Laie (Al shal) 4 gea 3 leds ) uadl pads

Other Cellular Alterations during 43 sl g AY) 4 gldl) ) yadl)
:Injury

Pathologic Accumulations 4 sall cilas) sl

Jal Slia) 4BV iy juslal) et AN Jad o) 5 o ey Al Lipids laslll o
Baiaal) Clalll 5 (e s eall gamanll Ciloatll i) s siad s (2K LA 3 an
(2 sl oS) 53 D)

JS G a5 A 5ol ALl 8 4K Ay 3 CanliY) 8 oS5 O (S Proteins lisigd) e
Ay saal) LAY 6 (e liall i 5 sl s Jals &SI 3) Russell bodies dus sy absa]

(Gl =) e Jiad & 08 55) Glycogen storage diseases G Sl (A sl g e

Bl (5 55) D)) b aadll ¢ lua el Exogenous pigments Ladall 4 A dauall o
A G abin 5l dad e Lo &g ) Tsad il alia 5 sl (05 S0 e
(Rl i) 3 palia ) g i

Endogenous pigments Laiall 4di)s daual)

a3) 3l Jea u_u-JSm\ g lual 2aliy Lﬁﬂ\} ¢l ya¥) ¢lua s Lipofuscin Cpadigdoull) o
5 2 3 s gy Bl ol 8 Rl e 315

16



salall (85 ADhaall LAY 3 2a g0 (s il (e (Bl -2 gl glua 58 Melanin (sdisall o
ladll i ol sl

s ol Bhalie 8 as gy e jieal o83 s flua o Hemosiderin ciodijsed o
CROAS 54335 3) hemosiderosis I ) 2 Of 08 s olead) paall Jea b ji - Glaxl)
S anall yas (4385 8 334 5) hemochromatosis i (el 4331 ¢ s S anall 3as
O saell Bl o o (Sa Gl GV Gl (el 43 pa

OB ) s 330 Lsnse (g loall Apac Bl (5 5il) 3 )Gl vie o8I 53 Bilirubin Cmgsslall e
.(Kernicterus s

A o ssla Jah Jas Gl caa sl Jastiy o 51 e zlhuas s Hyaline change (Aslbgd Jail
sl sl oty (S5 ) gum ) ilaie Hedae o s3I (o518

IS Ay ) i) A i gyl Galiaiial sale) ) kel el g glAd) JANa Gullglt ALia) o
558 Gl 5 Russell abusa]

LEe Y (m ey o pill gananl) Cliaill s el (g gl 7 A Culugll All] @
Ol e Al

Pathologic forms of Calcification (Sl 4 yal) JIEY)

ol Abpall Al 8 & sl i 48 o8I 5 s Dystrophic calcification fiadl oulSil o
(& aaa Apagion CLulSS) La sl abusal ¢ (Cuaill) el a0l ot ABLY1 3 Al
bl _SI Monckeberg  cleai ¢(Guall s (el dpaddal) il gises KU 5 Aol ol 5Y)
cgandl claill Clag gy ¢l il O jaad ddaws siall

Lapall Aol o saullll Cilin 8 oS) 55 4 Metastatic calcification JEEY) (Sl o
(G, @l Lol by et Bagasll L) (F LY 33 ) 2 Okel) adll o sandlS b 8 Cansy
eV ¢z sl 3 jdai e YDA (5 5ISI ) gacadll (3l ol jlad Al dpaxd) o) Y)Y
S Ayl J5E coamiall o sl cCualy el 2 o Hlall clall-e Dl Ao e 2 Cpaalially
A saall Ao V15 ¢ N ¢ilSl) Basall ANAl das) 8 LSl a5 ol

17



ilgahy) 3
INFLAMMATION

143 5 jlaal) guda) gal

Cradall g dlad) Glgall ddlatial) JSlial) Ja o
Aol Jal gl slad dawdy) clladud iay o

*kkkkkkkkkkkkkkkkkhkkkkkhkkkkkkkkkkkkkkkkkkkkkkkkkkkkkkx

:Acute Inflammation ) Glghy)
Agrpball Ao bl e e ja sa Ay cadd) S A0 A laial sa Sall Gl

ool Caniadll 33l ucd o
«(Tumor ) 4351 «(Calor ) 3, _all ¢(Rubor ) L) ea¥) Gaaii ilgilD 4w )l Gl 2 Y1 @
.(Functio laesa) 4 sl ;)35 «(Dolor) 1Y)

Al 1l 1 5 neutrophils S ASulis el Yl o slall i Auel) i Sal
:Hemodynamic Changes 4:Salisa gasgdl cagl)

Do S ey padi e
e Vs 5 yall 5 ¢ cpiiSoal nll eppalinngd) Je daiey 33l Segaug o
dile Nanalisalyy e
(035555 amall 5 Cpaabinnng)) Tl 5 Aladll eyt 433 sl 30l 31 Al Ll gl
((LTE4 <LTD4 <LTC4 ia) i i sS sl ¢l IO e ) (o)l
8 palaal) 43Y) ALl Jea La g duitanl) Adal S Jods ddile o)) 3 el saby A0l o
AUaall planl) il KU 400 5 duitad) A0al
sle sl z s aled o E¥aall mans Lea a3l 83l ) o (3255)) ol (lsa Uay o

b e Qs laais 5 58 Neutrophis <Yl

18



:Neutrophils <Y

o 2-1 Al 8Ll sy e

(PMN) s sl JISa0 3asaia (apd) iy S a3l Jaad) ci¥asll :leibandl dailil) clallaadl) o

$352) prdsod (A2 Sladsie s ¢ 3lamS s b (g sad (05t dpuliad) Ay Sl e (s 5in3 @
Lo Y souell Gann s (4 51 U da sl Ll lsil) juisd ye daagipad) L3 s
Fakas) af el (e dasad) aa Allad il 5 Saall A6 i) il LY (s s
(BPI) @l sl JHal) 2,3 sdill 32y 5y g 5 ¢ (Adlaall Sl g il 5 ¢ shadll cal jall Al

il SU i 58 S ca 5500 A2 Sladsha s g9 (e 1) il s e TS o
.B12 el ) ) i g5l 5 (sl alig) G b SSOU ¢ Gla S ((LAP) (!

uaea dld (a0 120-60 el oSl a3 %) Macrophages <l e
S Y S QLB Y 5 ned)

1 e A4 e

(51331 4-3) 31300 31 53 Ld dnialil) dpapplall Aaall o
S el i e Cila 58 (mpe e S8 O ng (510315 (e JST) Vel 555k 5 e
(<Y 58 Sl B12 oselidll 552 ) Megaloblastic anemias <ile s ;Y1 Jhaje aall i

daaie cliy o e 3Lail¥l aainy  Neutrophil migration and adhesion <¥aad) (glail g 3 a8
:\_IM\} g"_qud\ C.L.u L;s: EJP}A

A5 E-selectin A a8 80l ) i el adge A dpladl LAY (] Aajall B e
.P-selectin

bl b ez ey Al CLSle we Chman JSG Yl agi 5 2 Alajal) (B e

Ll o) e andl & glall LA VRl (1 2 (3ddagall B o

zewt (VCAM-1 5 ICAM-1 ) 4o slall Glaaily) <l ja il i) bl )) o4 Adajall b
Aoilladl AL @il Guaili gl ¥l

432N

Zoad bl JS (G Lo ) :Selectins Sl
Glaill s Eie Ll ) Integrins <l yagidy)

) Sl g Adladl) B o i) g rSalad) £ 565,143 Jda

oasnll el <) dilayl)
Sialyl-Lewis X & PSGL-1 P-Selectin Selectins
Sialyl-Lewis X & PSGL-1 E-Selectin
L-Selectin GlyCam-1/CD34
LFA-1 & MAC-1 ICAM-1 Integrins
VLA-4 VCAM-1

19



Rolling Stable adhesion

Q. /+—Sialyl-Lewis X-modified Integrin acti\{ation
P glycoprotein by chemokines

U l = Integrin (low affinity state) Integrin

) (high affinity state)

v \ Migration through
Leukocyte / A N\ F]\ ‘ endothelium
¢ N4 y
b | | — “'ﬁt‘\\fﬂ\.,,; - !
KL o '] \ -

Integrin ligand

- ° Proteoglycan ICAM-1 U':“n. :
Site of E-selectin ( ! s
cell injury oo - Chemokines —=
Cytokines = '\”‘-f;x‘
(TNF, IL-1) ~\— Macrophage =
g ' with microbes Fibrin and fibronectin | A8
| =" —y (extracellular matrix) 4’ /i

3 oaell g Blaily) 1.3 J8&
1- cladiall g Atadl LAl Glaill ¢s 32 8 PECAM-1

g ol SIS Gasy i) 3 Modulation of adhesion molecules (ELaily) ciliyja Jaas
& b JS4 aa 5 P-selectin A eJbin crandl e Glail¥l Gl s a5 sale) Jadi 3 sha
Jie Gl daibs gl (i iy A8 mhans ) ey o (S s Aillad) LAY Weibel-Palade Cilass
s Al g Gpalingl

TNF 5IL-1 ol ot i g e Sail¥) iy il Canny clIA AdlaYl o
Axiad) LAY & VCAM-1 5 <ICAM-1 <E-selectin 3} ) (s =

Jas cdall Jal se G Leaie Caaag WS i ¥ als 3005 Lol @llia 005G o (S o
sl sl Bl A ) Joaty A5 (LFA-1 ) by KU G il 8 (3ildas

A 5aSH alani¥) eclagi 5yt 5K sSI Jlaniad e Sl shall b GLail¥) 8 e aali o (Say
(3o Sie Aa s gladl e e la Ltan A1 5 Aa) Gianl) il KU Glaill e 5 alall

Gl sll) e sl pall e elianll <y S - 55 ¢(Diapedesis Jw¥)) Emigration g3 4
Allagd) UDAY (s o a5 &5 ey Agildaadl LA G A0S ol slaialy @lly g (A el Ao V) ey
(DY) Gl oladly (gaclll sLial) e jalgds

Ally) dslaia & ety (A (5 slasl das g1l olasily LAY ldasl s Chemotaxis (s sbassll idal)

(e ALl Ay 3all g N-formyl-methionine Jis adfil o) &3 53 panati Y2l Al 23 Jal g2l
(IL-8) Wl (5 sall sl 5 «C5a desial) Slea gl s «(LTBA) B4 Gy sS sl i Capucadll

1A g s 4 e

(Leukocyte adhesion deficiency type 1) 1 ki gl @l I guall) g
tla s Slyyua s e
(CD18) 2 Uiss s oY) 52n s S s @
) Sk duagine plaal o
Gl dall #3013l e

20



L)l by s ySeal) s cilallall  Phagocytosis and degranulation cuail) &) ) g deald)
i «C3b Aaciall Jlea b caalll Jilia IgG ) (e Fe e ) (e dalell cllallall Lgtenls
(Fasioall A lasy Jasi i Al) liasl <l Jie LawSUl)

i Gl ey el o gl Tt Sl g A A Al gt U] el s 5 Lotie Cidatl) Caaa
(YNNI RV IEN G DYREN [P PAPE (1 [JPYWEN PR TP (1| JPAWEN RSV PR E Y

Caaii 3 e la dana 44 )5 Ul 8 5 «Chediak-Higashi e e (e Cadaill 5 daalill A (o gual)
5ol Ciall b e llin ()5S (Alla ilasan) Al e lism Y ael) Gl Gy Y
RERTENA L

Intracellular killing s Jala Jial)

Gsbaie Ziny JlanS i NADPH 5 (oS sl il jladi¥) callaly oS oY) Lo daliaal) Jid)) 3
Al 5 g oued) S sy ey Sl sy sbiall | Cpn g bl 2S5 s cJeuS s el ) sda cans
(0 (il (maall) HOCI 45 w5 (CI)

Cytoplasm
Cytoplasmic

oxidase
Primary —.
granule (MPO [HJ
NADPH
Active oxidase
0 A NADP+

2
¢
- Membrane
OCI” <= H,0, oxidase
l'Fe++
OH* Membrane

Phagocyte Vacuole

CpanS ) e adiadl Jidll 223 J8

40 58l) adl 1) g 5l Y 5 el e ¢ 58 SO ¢y 35l Jadly (S Y o adinall & Jid)
lisiadl) 5 ¢(BPI) ad) el J3Ul)

21



Jadin €Y e addaal) Jill g0

Laa X all A e (S5 O (S il A silall 8 e jall dpa gual) ial Y1 e
(O 3 uel) 2S5 g 2V (35 gl GlawS sl NADPH ) s i Lgd) 5 2 la
A s 05S  (Audall s siiall) SV sl Cilaany 3 Sie daa sl a zladl
.2l nitroblue tetrazolium

OSay Hliandl plealy Coati 3 e lia Lta 480 55 Al 8 1Sy pushid) S5 o
.32 nitroblue tetrazolium 3 Juia) & 5 4o all 4ae spall Gial oY)

L
,/ A

"

f ] |

i s

! | { ) = _lll
\ p

T, .4/;,
e

Incubate in the
presence of
nitroblue
tetrazolium

f}f}__l...- - ---'\.;-_,\\\\\‘: ‘//J;..ﬁ \ t\‘

i @ % I'é 4 )

IIIII - . . _||| '_|. : ' .'.'I
Norma Abnormal
Formazan Formazan
positive negative
(purple-blue) (vellow)

Nitroblue Tetrazolium Reduction

:Chemical mediators of Inflammation G4y A Axiliassl) Jailu gl
Vasoactive Amines Lile g dlladll cilisa®)

Gy 48) Al BAY § Ay geall Ciladial) (bt Ji (e & Histamine Calicngd) @
Al Al LSS )l Jalis yy yaill A aall ol ) pl) Aile o 40 g8l 3y g (Jle 5 i
(IL-1) LS gl 5 ¢(C5a 5 C3a) 4l cliladl) sl 3l 43Y) gk ) e saciadl)
LA 3 g (Ao 5 p st a5 A sedll Glsdiall U8 e 230 Serotonin GEgsssd) e
Agle
Kinin system ¢=2SY g

CROSAS ) e S Rl Jgay (XU Jaladl) Jaiall laala Jale @
Sl A (HMWK) ol ool (e o skl jlady 0 )SJSH o
i) (s o e sl a5l calV) dile gl A0 6l saly ) Jadi uSeal ) <l i e

22



Arachidonic acid products €l g2 ¥ (aes @l 58

Cyclooxygenase pathway JlsawsS i sl 3ab o
lagiiall paaiy (Ao 5 (i a5 4 geall Cladiall J8 e i A2 bl Al o
e ol e 5 a5 s due $¥) Alay 8 e @i (PGI2 ) clSenlingudl o
ladall
AV G B2 gpaidteling ) o
e s pu st Cund PGF2 5 «PGD2 «PGE2 wlwaideliv gl o
Lipoxygenase pathway JbiauSsulll Gk o
U=l E4 «D4 «C4 Dby 5 6S sl s Laiw ech¥oall 3 oy (LTB4 ) B4 (o i 5SSl
el Cida s )y et 3aliae gl 55 & il e

(C3a «(Hli) a sagl) Nias) C5b-C9 (il Complement cascade daaiall BB b daly gl i
e dallh) C3b 5 ¢(Urand) by SU Cidls Jale ) C5a ¢(Cmelinngdl i pad (s 4805 Lla) C5a
(anld) Jal

Cytokines <iLis giwl)
iy e@uail¥) Gy ja a3 caladl ) shall LSS )l a5l a sl TNF 5 1L-1 @
e aall 5 Agitadl LA Calll Cilailin Jadi
AL 8 e mi OY Rl Q) 4 -8 e
=435
@S‘i\ Jailu g

oSl il e
(E2) cpuidleling pnll o

;K.BANA
3 adl kil g

TNF-o 5 ¢IL-6 ¢IL-1 CliSsisll o
GAlnadlelivg yll o

23



'LIVER (major source)

0 CELLULAR
i 4% ]
PLASMA
E—
Newly Preformed mediators Factor XIl (Hageman Complement
synthesized in secretory granules factor) activation activation
Mediators Source Mediators | Source Mediators Mediators
+ Prostaglandins | - All leukocytes, « Histamine |« Mast cells, + Kinin system b
platelets, basophils, (bradykinin) angp yia-
+ Leukotrienes endothelial cells platelets + Coagulation/ +Csb toxins
+ Platelet- + All leukocytes - Serotonin | -+ Platelets fibrinolysis system |+ C5b-9 (membrane
activating + All leukocytes, + Lysosomal | + Neutrophils, attack complex)
factors endothelial cells enzymes macrophages
+ Activated + All leukocytes
oxygen
species
+ Nitric oxide + Macrophages
+ Cytokines » Lymphocytes,
macrophages
Sl Al Ll gll abas ,3-3 JS4
Four Outcomes of Acute Inflammation ) GilgildU zilis day ) dllia
RTREN [N 7 S v i | B
I AJSE o
e el ) Jsaill e
:Chronic Inflammation (sl clgady)
:‘EA.) Lo Cpaai (e all il il
da gl Lsdl 5 o
8 ydiasall zlad¥l o
zlaa¥l s dalihl) #Laa¥) (ol shadiall s il ZLaAY L Loy cdisne Clicany zLedY) @
Ay kil

A A liall (al Y1 e
Ll o gl sl @
RPN P EX W

24



e al) gty A dalgd) LA (e aaell lin

Al 8 Ll 5) dpmpll Alallll ol Gilas 5 (e A5L5e 8 5 Macrophages <ladall o
(Gt N Fln) cladl) &1 ¢(laulall) pliall il 33835 sl (8 (a2 120-60 daliall
aled L) U (Lgal) LA £ Ladll 5 o (alaall ol 5ulS) aUaall ¢ i S LIS) S
el G et g ) () ) (e () sl Sl
TGF-B <PDGF «MIP-1ol ¢MCP-1 ¢«C5a sl Jal gl cunins o
(sl Sl ) Alled =31 55 e ql 5 & siie il 5,8 o
Aa sl LIV 85l il WA ) Jsai o (S 0
Al LAl ) ALl g ) seaad) LA 4000 LA Ges Lymphocytes cligdalll o
Ll laalll s s (S saalll
e saainal) Lpulal) LT )l 5 3dehll #lealy) 8 Lls 1,50 2li Eosinophils <lbaasl) e
g 3 S Aol s g 93 Gliaeal) Glwa | sl oY) 8 Glacal) Gl |gE I
blalall Adls oo
Al LAY aa 58 Ll 8 Al LA gl 4kasS Il 5 (5 523 Basophils b)) o
&Y 8 el Ty 0 Canli L1 g A5l LAY 0 SIS alall 5 450 35 508 40K,
(Cpaliongd) a0 (Say (G5 dpnlaall) 1gE I e sadiaall

(328 ) a8 Gl ¢ geail) 445 (5 5 Eosinophil daes

(s18,3) 3mS Slaws «a geadll Ll (5 55 Basophil dwssd

25



el e e S5 58 Chronic Granulomatous Inflammation (sjall (e gl Gilgaly)
sale maai (55l Badatia Alla jo LD 55 pdy yillad LOA) ane Glalldl 3 ks Glaeady Coaly (e 34l
.CD4+ Th1 saeluall 4500 <y slaalll il

IS g o gl
Sl i gay Ll 05 5 S5V o 68 Ledie JSEH ¢3S yale JS& daia gia 35 I LIS o
By A n ) (s b At LA Ll 3 il LA )
Ledalail 3y yildas LA alaill (e JSUE ¢3S paie JSi daia gie s sill Baamia dlla e LIS @
inl pun z3sai Ak e Ay (all aine i ) Qa3 gai Al jall AN (pana
(630 sle i)
Ll (8 aa 54y ) sae LA LA o
zadll b wils IS8 by g 3l o 31 plaatll Can o gal) 8 Caany 53S0 AT @
danall e ool Hha G AL a5 sa gledly 4 shadll #Lea S AELaYL Ll 6 yhadially
Al e iy S g3 s e sy 3_AT Gl saall 6 ¢ adinall Aalal)
infliximab 1 Jis (TNF ) coesV _all dele cillafia e (e guin gall o pall 340 3 o 4y jlia

O el 292 s PPD ol LA 5 ak z Ml el J8 PPD oLl LAY | saady o any
TNF G cUadie aliadi slay o) (S 5315 ¢l

IL-12
m CD4+
Antigen- Antigen fTM cell
ggﬁsemmg | PR Epithelioid cell
@)
N _ Multinucleated Fibroblast

giant cell

A Al

Lymphocytes

psmaall JSI5 4.3 &
Lia A pan o(Rimie e gun) o3l et Granulomatous Diseases 4z gasal) () paY)
((laiiall ¢hy Jia) Apbilall 2 Lad¥) o35S il Jie) Ay yhadll 2lad¥) calaadl ¢ oo 8y akadl)
A0S 5lall 5 sl ) ame dpia¥) luaY)

26



3 yildas LA

4lal LA

Baawia ddla ye 4404
s

B JSI Baaa e 3 S Ba8aS 2l & s 543 JS4

Tissue Responses to Infectious 4aslill Ja) gall slad guacdl) cililaic
:Agents

Lnaddl ol gl il gl 5 dpucal oDl sy o o g alladl g B0 3 piie A dpmadd] il 5eY)
e pme gl gl Joadl Wl 068 oY duat

Al Ll 7 ilad A @l

Ot AliaY) c¥asll sala dleil) i) s Exudative inflammation A5 GlEEN) o
1Al s il £l 3 o ash el L) gl

Lonrs 43 Lpadl Glpianl) i Leie sy Necrotizing inflammation ¢ AL Gl o
(A sl Clgill 5 (5 Al 28N el e ABRY) sl 5 (5518 Cisa g B

& e gall LAWY Hhud Granulomatous inflammation  esaesl) QLN e
blehall g ¢ glaall el jlagiall Jia gail) dday Ciluzaall

s Al Glua g piie YA ~LS5 5 e Interstitial inflammation A GlgaN) e

o5 8) plil) Alanll gl (e ABLYT A 5yl Fmadl) S sall il Al
e sl 280 gl (LSS S

@A Cleily) ) ud Cytopathic/Cytoproliferative 4! JSali/Adall Jaall GlgilY) o
Al JAI0A 568 JAl VRN ety o oS sl A0AEA/AS gedial) BLIAY) 4 e
osall) Syncytia e staall JSE ([Negri - abwal] lSI (ol (g slall JLAY) (a 5a)
A gl 8 el o€ alual) g yuall (5 1Al gl g o(Dadl g b g ousiiil) (5 slaall
(sl

o gl i) il Al 8 Ciluanll olad AlgiV) Aaind) Caad of (S Y Gl 3 0¥ e
i€l i Aol delidll 3 se G Lielia cpladiall Galadl1 (8 ] - oS5l ) eV
(OwY) Jis)

27



TISSUE REPAIR

148 g jhaall pudal gall

sWA) g yaadl) agh g Flay o
zooad elidy Allial) daguall ALY 0o AW o

*kkkkkkkkkkkkkkkkhhhhhhhhhhkkkkkkkkhhkkhhhhhkkkkkkkkkkikk

:Regeneration and Healing sWdd) g ajaasil)

Gl 5 Jady gl #3a) AV AV fas Ll fay Lo Lile 200 A5 LA oladi 5 aaas

(Ao sedl) clagiall ¢ i) g seall cE Y1 @

(il LAY el glaall) cclalldl cca¥anll) gyl o

(5 3laiall LAY 5 e dall LIAN) aaaill @

(1 Jaad (¥ S ([ Ale 5 sad el Cilailia] sl il clallll) calill o
(1 () 11 Jaai e cpa sSU Jmd ecalll cilailin cclalll) Alel) s0le ) o

Y K) el cliall g AN 3 haal) (ul€E Al aga i st 8 (ECM ) s 18 = A (3 )kl
(sl z s Gohall cliSe 3 cllia (Cpina 5 IV el

GEnOY )5 oY SI e
(o5l s 4dis by Su) 2Ol o
LAY laill il s g Ay S Slisis @

cuaall sale Y Aaliag 5 a8 Lo Aaliad) Aaa)

Ot ABGY) slall IS 228 (e s WA ity JSA) Labile cells 38l & LAY o
e 3l LA caall 45 ol LAY ¢(Akalad) Aoladl o alad) UDIA) dgadandl 3, jledall LAY
&

Sladl IR (mddia (5 gluay HIST (5 jlale LOIA 5 deda LMA) Stable cells 8 8iwal) LYAY) o
LAY (et ABY) Aajaall Jal gl (any 3dansl o Caa yas 13) iV e 3,08 Ll
B e seall Ao Y Ay S8 ) LA Al

e 5,8 @ld B e LA i/ 5 4aedall LAY (e JE)) Permanent cells 4eildll LOAY o
Al Alianl 5 il gamnl) ot ALY) A HKE 5,080 (e Tan Capran (5 siuse L (LS

28



Aol 53 =3y Jlad) Sar Y Ledie @l g <l shadl) (e bl 8 Caxay Scar formation 4uall) JSii
il

Claiia sai dale 5 (VEGF) 5ol e 01 Ailday sa3 Jale Al 5o e sl salll (m aty Y51 o
.(FGF) —lll

2 Gl dlaiba saidale (PDGF ) 4aseddl Gladiall (o idall gail) Jale celly 55y @
(el il Q€ Call) lailia Jais )5 (TGF-B) U Jsaadl saill Jule 5 ¢(FGF-2)

Il Sl gslall z )i G kel pa s (m AT FGF 5 «PDGF (TGF-B ¢ es @
Aol Sl ¥ Sl U] G a3 L-13 1

Types of Wound Healing ¢ s sl bl

Lexic &asy (Healing by first intention Js¥) sl £18&Y) Primary union (Js¥) alaily)
S el BLail¥) ol el <l 3 AN ol oo gally Luds & 5 el (3las

(Healing by secondary intention (<Gl salally £liiY) Secondary union Ll alaily)
il sa vie dliasl) Lalll Cilbaiball Ao g @l a5 = el (ESL AS Ol 7 5oal) e Ledie sy
o

(AUIS Cany dipea gl L ~3LaY)

3,250 Y1 Apmpdall i) 01 i) ae Ul Bpasll UBIAN daaty 38l 3,3Y) <ot 1ol @
AN i Y Aase ety Jalad of (e Al dpnand Glae JISE i 5 jainsal)

Apeatll DAY S5 5 W) o 55 6 psaal) Al LAY (K1 eaaati Y il puaall fladll 2 o
.gliosis Gl s Laa

il ady QBN (8 Al daainad (Say Y ARl Allall 4,30 o

YD aa 1 e A 581 WAL Jaied | e g0 LAY il B e

salyg codan salll dmy Cu il 6 el Laiy ) saall (e 2l ¢ jal) QS dgliaal) Gilas¥) (& o
bzl ) ol s WA ail sl sl jlse e

el ana 5 4y el e slaall e Talaie) 7 all olid 485 Jsa 0 ()9 el 330 148223l
REREGA|

:Aberration in Wound Healing z ) slid & J1a)

alualy ddaliadl & 5 jall 8 2l of (Say Delayed wound healing o) sl AL o
B 6C i) Hoe Al g sas g Sl plall g i) (i (rlaal) sl

83l ) G oz el o daia ga dauial s 40 &5 Hypertrophic scar aduail) dbjie 401 o
Bl (oim e (A LS L) Y Sy sl il L)

o) el 3800 (550 die Aails a5 cllM i dlaein) dUs Keloid formation 5l JSé3 e
8mS dom i Of Sy el Ay el (Biall cansl) (02 ) gra et O e Ll
i) S0 0 sSas CmaY sSI) 2 ) 8Bl ) a4V (Slal 3o ey Le ) i a5l 4
Al s

29



(O small) O3 A mhadl e 350 144 JS&

30



Ol o yal ke 5
CIRCULATORY PATHOLOGY

143 g jhaal) il gall

g ddbaial) JSLiial) Jad i 3l Gl el g o8 Y dadgll Hlaa 4d pa o
slidall g calaady) ¢ Aall ddbial) ALl e LY o
dadally dalaial) JSLaal Ja o

kkkkkkkkkkkkkkkkkkkhkkkkkkkkkkkkkkkkkkkkkkkkkkkkkkkkkkkk

:Edema 4ad !l
U PN VEVN | VS 50 N WA EQ YV IWON g g A g5 X PRSPPI - DX |

sl B 3ad5 cuw Increased hydrostatic pressure (AsSwd) Alal) il 8ah) e
DB 5 (DY) 5 3 saall (5 6K L) ¢ Ll 53 i) da ji ¢(Laanae dad ) (SlESY] Y
(B e Aad) sl

Hypoalbuminemia and decreased ('3l Aualiil) hiviall (alig adll (ppagall (ali o
Jse s ¢ s 8l Aa Al casll () el 8 4kd5 cu colloid osmotic pressure
(0SSN Jia) (55l

aall ‘e‘JJS“ ‘_g YR PRETIV (:\,UM\ Zub,l\) Lymphatic obstruction ‘éJM\ Aoy e
() o1y — il o1a) Adulal) ladl) sy slialll Siall = 33 A1) da) jal

8 435 i Increased endothelial permeability 4xsedl) 4o oY) Aoy L3I 3005 @
(& Ol cOnmla sl Jie) 4y 9oV (any ae s ¢ daad dulisall a5 LSS ) cclgilY)

3L ) @llia ()5S Laaie dad g i Increased interstitial sodium (DA a g2 gall 335 o
(s IS Q35 e Al aall 5 pian sall Ja 3 g3 guall J sl A

(gAY A OIS gual FoSulal) Baly) e Aaai¥) Aad 5 e Aald JIKAET Liadl Caat o
(it o1 cpnd) Bsmn s o silal) Jm Aulalacdl) dad g 3 Laa D

il s ) e Toldie) dlasre 5l Ara ge () 5S5 of S ded ol 243804
) Gl sal aa Jile 58 Effusion lwa) 5305 daass 435 4 Anasarca 2
Types of Edema Fluid 4l sl Jila Jaladi

(el s 5 (s sine 53 dad5 Jilu s Transudate (Al gl A&y @

(i)l et Al blail | e g 5la g s s sine s3dads Sl 2 Exudate aai e
s e 5 ¥ il ¢ padll

e dlo pand ) o5 A g slaalll slawiV 3l Lymphedema  4gliall) Ladgll o
Agellail e dady i oA 5 (o s lly

(O s i s8I il g el g ) Mol (men (883l ) (san LS ghaal § sGlRI R L3N il o
" Aghalise dady g

31



48 1(Passive hyperemia Jziiall gl b 3) sl Jilas Active hyperemia Jeldll apill 1
Jie Jel8) 4 seall due $Y) au 53 Canny (5 530 (S0 pani O (K guime 5l grans B pal) (e 3 S
(xS &Y Jia Jaiie) (25l 2 sal) (i ol (el

:Hemostasis and Bleeding Disorders <l (&l sl g 18 Y

O A5 o8 ) Balans QS (ol (a5 ) g8 Eilaal) (e Ayl Aluls 58 Hemostasis £@Y)
AT lea s o geall claiiall cele ) laa Ol (e Lol A geall cilaiiall g oy )

) o sl Ol e 5 e 5 ji8 S 5 a5 A Gl 1yl (4 8 o o)) 8 s il sALBaDla
A0 il Jai) s

Vascular Wall Injury st sh laa 43
PV (e sl et 3 Al A5 Sl b gl | 1-li i) e ading el Jile ) (il

B3l IS o 553058 ) 5 Glagd Al aadll gl (A Syl @

(el Jaaadl) VI aobad) Jalad) ey 0300 UBIAY e psil) Jaladl 50 5a5 @

(A dasdll) X1 e (U Jaladl iy 3 3all G oSl Slad) st (e SU n 2l @

lasiiall Glaill Jeu s g mall GV S a5y (VWF) 2ilaks o dale 055 @

Sl by i) ¢plSaain g 5all) 3 5A) 0y oS Baliaall of gall dglad) LAY ayial (i o
(AN Janas ¢ oandll s siaandUl) daia ([NO2]

Platelets 4 el Cilaniial)

Aules e 358 (S5 L) alaall &5 833 5 sall il 5l (4e d8ida o Platelets 4geadl) cilagial)
<l shadl) e

2l lg o8 Jale (Buaily Ladic ¢y Platelet adhesion <lagiaall uall) 11 Sghill o
Ab s sSlally il jalyg 68 Jalay Sladiall Guaili & (e g Slaall Cnd (e &I

S il Alabiall aads Laxie Saay Platelet activation <lagiall Juadl 12 5ghdl) o
it et L clagiiall gas A2 Gl s s i) aual Cilagiuall cuall A1) Cuany g
A A Al 3585 8 (535 el i sill Saal

(e Adlia) Glasiia aeat Ladie Csy Platelet aggregation Clasiall gaad 13 Sghdll o
S clagiiall Lasi 5 aeaill da e Jaila g (8 A2 GlaS g5 il s ADP ) s sl b sl
.GPlIb-l11a dlexivee (o s il Jal 5 5 (5 AYL 32a)

a3 5 (a0 400,000:150,000  (srudall) Claieall 2asd ey cilaieall (g il Gasdl)
ladall

8 Aol el 8 G 3S ek Glanzmann A sl JMiel 5 Bernard-Soulier 4w e
a1 il

Slaioal) 2l piad cesle e IS8 Sl Al Al 0 el a s 1A g¥) ) e
A2 JlS a9 Al

32



Bernard-Soulier a3 ;4
_)".:Lé(ém,;‘;“)jc)b‘)dsdb °
GPIb IX-VJl b e o
Glaiall slall e o

Cilasiuall 484 alua¥l g W cilpal) cil giaa 1-5 Jgaa

484 alual) L oyl
(Clasiall pani ca 5) ADP @ s e
psallll o GiSigyd e
Ot st ol g palivnel) o s 058 dale 5 ualadl Jalall @
Gaodiy) e 4 agiall e o
(PDGF) Glagiall (o Sidall saill Jale o

von Willebrand factor

Deficiency or
dysfunction of vWF
(von Willebrand disease)

Subendothelium

Absence or decreased
expression of the GPIb
(Bernard-Soulier syndrome)

|

GFb GPlb
Fibrinogen

Platelet
ADP induces ~ ~ Fibrinagen
conformational
change Inactive GPIIb-GPllla complex
(Glanzmann thrombasthenia)
Platelet '

\\— GPlIb-llla complex

Glagiiall aand 125 J8d

33




Al claghaal) () sal 245 Jgsa

Qualitative defects &= sil) 5 Thrombocytopenia “laziall s (all
Shodig ysheld @ U al
SYNPINRE FRVE DR\ (R (& (Dl s b Ay 53f) praddlll pall 3 o
Slesidad JERN JDiel o BT
(u:u.w\) LY e
sl gl plii)) o

G AL Ba 3
(ITP) ‘é.cu,d\ Alastiall a8t @
(TTP) Lﬁ)ﬂﬂ\ Glagdall (aidy B4
(DIC) 4 s¥) Jals il sl o
allib i e

Glanzmann Thrombasthenia ¢l JGal Je) Aaadla

Elagia Josparx e
GPIIb-llla A < e b e @
Aladiall gead Scue o

Aa i 4 Immune thrombocytopenia purpura (ITP) (SUall Cladial) (ali 4y 3 3
Gladiall e all ) a5 (Glagbiall 3alas |gG lacal dale) delidl e 3adiaa 4 genl) Cilaiial)
.(Hematomas & sel al ;s i) Casill Caalis o(lexS) il i el die iy (53

S5 )) GPIb-IX 5 GPlIb-llla Jie clagiall Cilacaioe dia dga g0 Cilagiall 5alias laal o 40N
elallll dand 5o Jadall 8 e (o pa cilagguall s cJadall A sl giaal (1] Jaad dgulus Lo
1gG 2aally slarall Ciladiall day 5y 3 Fe o o) Gt ella Al

:Jali (ITP) oolial) claiuall (i 4, 5 Je

Lol Amuafﬁj‘;uj)g@sj@uu@‘y\m&w Bl TP e
Al JsY1 el ) 65 ol Sy s ) ol g 8 Y die sale 2l A jall TP @
il Caig eaalas 3 ecilax eciliialy Cauati oLy ju (SLE) i lead) dssleall

Omves Rl ey e JS 058 ST a3l (g5 J gy Cladaall dae (alli Bale 4 il bl Hall (5235
Laph 5l il gaa g A e

(Al e

Aol e JISal ae el il aae i 3aly ) abaal) Bide A A

e Gl s e Ll il g glally 2 Slall calacal) 2L s il g el 5 i 5S35 5 500 )5Sy 2kl
Glasbiall AT Ol i gl 5 cJadall Juaiil S s ddlakll bl e Feoe jall cding
Sl )

34




= » Thrombotic thrombocytopenia purpura (TTP) Al clasiuall Gali 4 5 b
4 Gami-Cilagiia (e 40 e @l AT al 5 Jle g Jals G 4 sy (5 geall £l Y) Gl el (e 40l
50l Clasall Claseia had e Jsmal) AADAMTS13 ar Y e o 15 e g lal G 3

b 58 Jalad

e ) sy I aall i Auadill juleall et el SUYHTTP ) st Wle oy 5
JSE gl oY) el Agnac VA5 Sl 5618 Q8 (s sl ae clagiiall sae aii p A88a) Do 5]
e ) e ) e s Jals Joladl ) s (Lidn <l 5i8) cuil) ae cilaioall e il i) sl

EBLN RN

G e S (A OS] Gl ey Jsiai s laiiall dae alli oo gai JS Ay il Gl all sas
Ll 5ad) Gl sae g 31 (3 35 Crmes s ol

LSl 5 IS5 eschistocytes ddliia O S cilagbiall 8 (el Ldassal) aall 23U o
LB iy () 655 2 Sla)

Lo V) JNie) e JSE 4 Hemolytic uremic syndrome (HUS) duibeas ) gal) AadDady) da Uil
Bane gl dry ad sad IS5 o JUlaY) vie Lile Chaas L) Anldadl LAY £,30 Gy (5,00 28480)
[(Shiga ¢l A5l 0157:H7 (158 bad pa¥) Gansy G sai) slael

JDie ) Cams IOl ad 8 (Jlgasd s2m Y o2 saDU) daaill) Jlg) ¢ ik ol HUS 1 el Gad sa
4l a5 TTP A (e ol JS5 I la) aalis (5518 Jddy clagieall ali didall 4 5Y)
i O (Sa afall Gl i (e Caagind 4y I Sl AgUaal) LOIAN A plKH sl 3 (o ol 8

A SN sl il gt

i Lo 30U s o ead) <y KU J8 ([ ISU Gt ] (s seall Jlaill il sud) y) Laeda 23lall o S
Joad sadl YAl b Jasé

ey 33l @t o4 Jal gl 281 U8 (e i iadll Jul se alaxa Coagulation factors il Jalge

Gl Y saill Glany 5 ool shos sill mhand) e Giaad O saidll Glany Alad JSET ) Jsai o Gang
.e):‘“ns
W5 «ulaill Jal g2y Joily The intrinsic coagulation pathway (A3 A& Juu
«(HMWK ) el ool e taa il ¢ ladl Gt e KU ae bl Cpecats
g

gl dale sy J=4 The extrinsic coagulation pathway (A A A3l Juw o

35



Intrinsic Pathway Extrinsic Pathway

Surface contact (collagen, platelats)
Prakalliknein
HMW-kininogen

I Tiesue injury

|| —-

Tizsue factor (thromboplasting

L

Vg —— ]

lla
2
V[ —yTT Ca*

lla

Prothrombin (|[) — e— T rrmibin ()

|

Fibrinogen = Eibnn | monomers )

X1

Fibrin {polymers)

S J0s 245 g

e sl ey Jlainay V5l O g G 1l 2 3all e (i guimnsall (o pall o
.(WEPT= warfarin, extrinsic PT)

oAl OBl saa A (g Jlatinls 5l OF na G luell 230l e (e e gall (oaa pall @
.(HIPTT= heparin, intrinsic PTT)

36



: ) paati 383l 3 3l gl

ST IS8y andy) il o sl s e D) Juedl Gasdy 35 ((PT ) e ol () @
4uld A (INR) Aplal) dpalladl duall (G st 0l 5 Cmaas S50l VX VI el sall A 53
8y 38l o ing JsbY1 a3l aanl allall e L e ey PT I sl gl of Cumy
IBECARI N

S Ganis) Siall ol il y LRI Juandl Ganiy 305 ¢(PTT) rindl coindlismas il e @
(sl 5 cmas 5555l oV X VT IX eXI XTI ol 2l Ay 53 Sl

O sl Ol sine AUS (30 Gandy (Al ((TT) Cpaasill (o) @

Jala il adll & x) ) ) Sles (andi Al o(FDP ) cpomdll G pxi il 55 @
.(DIC 4= )

Jse Ce gl X hrall dadi je 5 el 4155 Als o (SedS e UY) Hemophilia A | sl
Dl dan e Taldie) Gl je W1 g s sSA ) IS8 T se ) sy ¢ g a8l Jalal

olal) iy Ca gl san of (Say e
S 5 288 4 5o «(hemarthrosis ) dualiall e (5 siadl Gyl Cpaaii 5 AY) JSLE @
W 5l gl Al jadl aay Jglaiall apaill Ca il g bl G gua N a3y seall ol Y

St ¢ gl (s Sis o (g ¢orths B35 a s (el Claia laas T gai 2 udall sl pall (g
ol OBl sae s Al e )

OSall Gl Jalad) g8 = Slal)

dhag e 3 ela 4l )5 Alls s (Christmas disease uall 3 £13) Hemophilia B « sl
) il Jalall sa = Slall ) s Ul Silaa Ty o () 505 gl Jalall 50 e il X rally

el gl i i) K opmeliil) 552 el Acquired coagulopathies dsediSall JUAL cySUis)
(AR Jalse IS il gall Llae ) 28Ul yal5 (C & S Gisall s X <IX eV <l

e sl sm Caaly dila gaws S5 A3 e 2 Von Willebrand disease sy g8 £13
(el il 5 Aladl LA 8 (e b5 058 Jale gy (oade ISy b5 058 ale (8 o 58
238138 5z soal) e ca il J st dplalaall 4p5e Y1 (e (gsiall ol &y pual) allaall (pena

L e ladall Gl cladld) LY ie Eaelall

PTT A Jstas W 5 ¢ orba PT ey el (o) Jsta ¢ pamb Cilaniia aae 4y yiall bl ) sas
e i E LA o (BlailY) 8 cue) ristocetin U A usll cilasdiall st

(L1 Al (e sl 4iliia) desmopressin Jb oS (1 dawd) dasal) LI SYW 2
Al WAL Weibel-Palade Classa (s 23 ylig (558 Jale ) a3

A0 sl 4 3l e wal g il yalg oy sh sla AZAADA

37



s Lils s» Disseminated intravascular coagulation (DIC) 4 s¥) Jals jddial) jiadl)

Ae giie 5SSl AT (aal

AR Jady asdial) zatl) dale 0¥ DIC amst () (S 33Y 5l clladia) o
A Jady el 3l Jale 0 DIC qanesi of (S aljall dles CLLSY) @

(LSl s Ailadl @l Sl L guad) 4y jeaddl el o

(R i gy gl il il s b Al gagd) ilypaal) M3 Slad) ol Qalan) e

(R ey Bladl) sl e giges JASH

a5 a3 Lae 8l ol g 5 Claiuall ST e HLEBY] dau 5 4882 & 2 DIC I sy

Bkl zil 6 g W& ) 5 a5 il (i PT/PTT

Massive tissue

destruction

Ot ccilagiall dae a 4y yaall il )
.(D dimers) cu_xsll
el G pall 2By ) ()5S

I— microvascular thrombosis

Sepsis EnFlu_lheIlaI
injury
» Releaseof ¢
tissue lfaclor
Widespread — Plalelel.
aggregation

Activation of Microangiopathic Vascul
plasmin hernolyti% aﬁemia as|cu.ar Consumption of
/\ oce iS' on clotting factors and platelets
Fibrinolysis Proteolysis of Ischemic tissue
\ clotting factors damage
Fibrin split
products Bleeding <

/

Inhibition of thrombin, platelet aggregation,
and fibrin polymerization

Lo NI Jaly yandl Al | 3.5 J8&

38



:Thrombosis _Uall

D5 siall Jalgall 3Ladl IO il 5 Jal3 (p pubecilasion 5 il i yall JS 50 541)
;i (Virchow's triad s (A30) Gl

oA Bae Gl ) dae Y Q) sananll Gliaill G Bl 430 o

((ASall pae Jie) pall 328 ) ae QI DIC A sall oandiall pall Gljs & & il e
(&) pall ) penl Jia) adll da g 30 da 5 (pal) ol Jia) Olasell

lime e couaall G dale) sl Gl el 82l o oSey jiaill aall E5aL 5 e
ol 331 ¢ puim 5 Al el an) andl) B3 (S il s € il s 11 Cpaas A
Alladll 25 Cmg i) A padll Jaa) Cilaila s edandl ¢ pall o ey 5 5 i) a3l
() dal e ainal Ll Lay 2Tl dpmiial

Blood clot adll Jidig Thrombus JEAN ¢ 4584 35 Jgaa

pll JiaS A
Lo VI Jals gl de Yl 2 s de NI Jah e sal)
IR
shian Sy S5 el pen Sl S shan Gy S5 el yan Sl S
ddle 83 5> 50 Zahn bshi
JS L Gl J Jaddl

s ) lia I gl e e laall 5 BLISYD Gl A et AN (S ALl Cilaua i
Glaall 33 )1 5 (i) ) Cilalaa ¢y g1 aal) Cilgal ¢(Fyylandl <l yiall) il dAlasl) olitial 2ey
.(DVTs) Adwall

(Sl Bale) 5 pantll g 3 AN Il clanall cleliial) g e sl AoV el JER) il
:Embolism aleai¥)

Allia ele 5wl ) 4305 dlgd g (Se Ga adll Gl s ae dead il 5 dgile 5 Jala ALS ol o daall
QMLLA—J A

(%98) Lo s Y 1Ay fdl) daall o

(223 gapanll Claill) Lapasll laall o

(Aebizall i) (i gum y 5 allaall ) gu) dpanill daall @

(50 ) GEasy) g sllanll ) gus) alaall Eidea o

e clelid JKE g ) 3 seall (g5 Lasie (ol sall 61a) aall wddl Cas 358 daall @
L saall Lo V) 3 G s Sl

39




ASILE LA alis DIC ) Casaad a5 o (Says (aliall WA 8 s siiaY) Jilill daa @
N 4 55l e 5V 8 dina

() Gay ol) Aaraall @

(sl ) e glasy)) il dae o

(el Gl lell) Ao i jallfAsmadll daall o

Fowalll Gl 230 5 (5580 Gl il e o A3 AGLEN A geall A3l 1A gl g pdll) ) e

Al el ST a s Gy e Al 56 W We & Pulmonary emboli (PE) 42si ) daall
plane L LS (8 i) gy 5l OV S (00 L %50 (b 2m 55 LA (m ja i e 5
sl i (AN jaladll (3ladl (& (DVT ) dasead) L) 33,50 S8 0 (%95) 45t clecall
ex0l s i g pall dpm gl gy I iliall 5 QM ey

Dlisd s at aae &0 A 5 /A el Jaladia (saw Ladie Culy () (S A58 Al i
058 LI & D-dimer U 13 JLaa) ol A8yl DVT 1 ot Jawion of S 3 53,59
Lasi e

D s Ty Al (685 VLA alaes

ol ¢l (30 %20 0o il (3 Gany (535 ey 5 M Aanall KD im el 1A g e A e
(Soua ?l\j RN seﬂ\ g

it A A1) (yml ye ) el Apudil Al (5 oS5 agad] Gl i yall i e gl ST (S5 cLinaY)
iy JSall bl 5 eliia) Tad sai aali Jlall pasdlly s Giluail s o tia 5 paa all
Jox 0K o aaaill salely LaiaY)

sl (el dasall) ¢ il dilaie (85 S daa g 5 Lavie alid) Ogall a0 (Say o
N gl pall s sl g 5 al)

i e gl 58 5 sl 1 S8 A a3l (5501 g 50 s gl
S8 ) K e ) a5

‘Infarction slaiaY)

e Lol el Cpanas LS Aaslilll (SLY) A 3 il A 58 AN e A o Aiaie 54 oY)
b sae 4l cLaiay) | KN celaaY) oy

s sl Ol dpeall A R MY (e il (%99) Cleliia¥) plias o

(s sl JUEY) Jie) 835 5815 ol QUi 5 e o il et e gad JAY QL) o
(Aadll s (anal) Juwil

AV ) e Y Jaad bl 5553 ¢ i) S8 Tad gai leliiadl )5S Slal) pandlly

salall slme Wl & sy (Ul sl cald 4351) Anemic infarcts adll 388 clsliiaY) o
(il I (Jladall Jia 53 i) g geall Ay g sl I3

L5 ld eliae I & Gaad (eal Wisl) Hemorrhagic infarcts 4é 5 cisliia¥) o
&b enani o Lol (S cslaal s 40 Jia mslan s o520 L Gl ol ddeLiaall 4 sell
(Aadl) Judsl i) )5l alausy)

40



JSy (fleall) raai s ol (sbae ) alaes) 58 Ja3 W) (san off (Say sLiia D (5 jeaal) (il
Adlial) AL o3a Cany oLEAY) day el 8 il i Gaad e

Ll Ln — s ol — Gl «— R AT «— Ly palli

J<a ‘;\:\s.u\ 4, elinal) 4.5 Jd

:Shock 4adall

O caall aaa (o Ao 5 LOAN LIS qd 5 45 53 (i e 5 paledils dodeall sl
A€ i et 13] cand il ALE (s 3 518 43Y) 05 e o) 5 gl (s gl o il Ll
el iga s LAY Cise ) Apage caal S ALE pue 4 1Al A3Y) maai

Major Causes of Shock 4emall 4 I cilaal!

Uianl) cLiin) Gy (3685 Of Sy (R3uaall Ji8) Cardiogenic shock Lidall 4 dasall o
Rl Slas g g )l danall el ekl Al

Ol (a3l G ) 685 O Sy (Al aas i) Hypovolemic shock aaall yalidara o
Al Gliadl) 5 il (9 pall (5 55 JShy il sad)

Ul LS i) G s (e sioa sl s med) Septic shock Aeddl Lavall o
4. Dias DIC J ¢(ARDS ) salall dpndiil) Z8Lall 4 jBa chariall o san 5 Ale o) a5l
%20 OS5 ol gl A soaxidl eloacl) ) gl

el sy 2L G Sy (aeme Sle 5 s 57) Neurogenic shock Ladal) duuas Larall o
S sil) gl o glaall bl i

1 daad dpnlien Ja i ST ) 8 (aers Sle 5 2w 55) Anaphylactic shock 48U Aasall o

41



Stages Shock 4eaxall Jal
LIS Llalie | s derall Jal je

Compensation 4 gaall :Stage | (A9 Ada jall @
T egsa il i sl Baly  Aca slaall Caeati AplSas) AL adde Jadlay Ay gl eliac Y1 Ay 53
G sl il Slea Jaadil g ciline Sl

Decompensation 4 siaall ()38 :Stage |1 45U s o) @
o el A ALGE 055 (Y o grans 401 N a5e cslime W1 A5 5 8 (B sl (il llin 22 5y
(S Hgaly )8l () 55l slaal ¢ L (ales ) ki

slacy) Jddy aal il ALY & mud)) 4,37 :Stage I AN s ) o
el AL (a5 0da

‘Aadall slad e giie Gl jel sliac Y g

A N g W5 ol sl J33 o Lleil) 5 A KU Sl 8 oy pd il A I o0 e
sl () 58 ol sl g J sl 38

(R Lera) B e dpdin A0 ) ol el e

aioad b o (S LAY Jslai s i yig dndan Aplia dy5 5 (el JA0 slaal) 525 o
P

42



dgiall ) ) 6

GENETIC DISORDERS
143 g jhaal) il gall
cida g Ala) giwa e Jadd Al al el Adlia) ALY e LY o
(Pl

hally Aa jall s ¢b e Lallfsaiad) Al AN (Jiie Gl sl aghs s o
5 Lalifsailudl x
A% galS gl i ) 88 @) yiday ddlatal) JSLEY Ja
Jal gadl Basatia &) gl g <l jalial) DNA &l sl ddlaial) il glaall 7 i

kkkkkkkkkkkkkkkkkkkkhhhkkkkkkkkkkkkkkkkkkkkkkkkkkkkkkkkk

:Disorders Involving an Extra Autosome Ala) siwa A 4y gladl () paY)
(21 real) Eil5) Down syndrome (1913 4a e

P e phadll by Agal) 2l e¥) dl 8 05l A Dl 47, XX, 421 A Al Blai¥) audl
dpal yaY) A1 Lo 45 (e ST pery GUYI die o 33000 25 JS T ) G saal) A Jeall 2Y) e
A8y sal 5 (%4 ) Ohisasi sy aoal 5o Jols (%95 ) Caaial) sVl ol JuadiV) axe (aals

(%1) il oSl JBA HLdl) el JladiV) ae G

Jady gudal 5a Jal5 43l o =) Robertsonian Translocation b sed gl gl gall Jalii 143a3la
fan 5aS ra @l e ity A 38l Aapedl) (e ol Gt il AL ae SS el ok (piia
AREE-HIPL P FENSTICINE

oadl) (i e LAY (ga ST 5l 04 peen 2535 Ledly o A8l 5 sall 1ABA

¢ mall aidie Cuil e da ) Al sria dn 5 salae cdyiad dble) (el () (Say Ay pmd) 2 g gall
ey pad B o laall jigll Gad (s 8l hadie jedas) Brushfield el «(3lell 58 iy
B8 JS5 ) (o can s 1) cAdladl) 5ol sl cue AL A0 e 5 o(simian A daad 1) Al
sk O Sy Al (5 AN A ) JSLERN (R, Y) QI e JS o i Juail) diaday
ALL 2=l g slaalll (iabian¥) Hlad 83l ) ea yad yua o)y (A 52 jall dcladll Aadle ) oadall (3 ) Hauals
(ol ela gl JSU) Za 40 ans Tlad) ada M gla g ¢(cann 20-15)

O e 2al ¢ sria¥) Il 3 ¢ sSY) oS Aliadll (o gl et 30V 5l U e (gl
Aadall e 5

Lle 47 58 3Ll a8 gidl) jaal) Jas i

43



Epicanthic folds
and flat facial profile

e Simian crease
- ® ‘ﬁ—

Congenital heart defects

Intellectual disability ¢

Abundant neck skin

Intestinal stenosis Umbilical hernia

Hypotonia Predisposition
to leukemia

- Gap between first
and second toes

O Ae e 1-6 84
e a e ladll g Jladi¥) axe Lo (18 raall EiL5) Edwards syndrome 21 93) 4a s
Y
£

Bl LA il sl s Tas o HIAY) (6 A s el gy a8 g AS) e Ayl ailial

Prominent occiput — Intellectual disability
Low-set ears N Micrognathia (small jaw)
Short neck

Overlapping
fingers

Congenital hear defects

Renal malformations

Limited hip abduction

Rocker-bottom feet —%

3505 e e 2-6 JSi
A see a3 aa hadll 3 JuadiV) axe e (13 sl L) Patau syndrome ik 4 i

AN il i) sy o Tas g uadl Y Ll 2aad 5 ¢ ala¥) Elaall JalS zlail (l Jl jraa
Jsuadl)
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Microphthalmia (eyes

Microcephaly and
smaller than normal)

\ intellectual disability

Cleft lip and palate

Cardiac defects
Umbilical hernia

Polydactyly
(6 fingers)

& k| '
{) /_éL Rocker-bottom feet

S i 36 S

Renal defects

:Disorders Involving Chromosomal Deletion cibiaa cila Jadd Al Gl saY)

Glasasadl 5 all juadll g1 )3 Cada s & Cri du chat syndrome 4kl ¢ ga da s
(N ray AR A al el gind dle) cddaill ¢ gen dpdy A5kl Mo ree o185 (el Ay el
WAGR 3824) 11p13 s (Lesindl sidhy )l 4a) 13q14 (seaii Microdeletions 4&8all cild gial)
o3 ([lie alad lilu o clS] dpiad ddle ) 5 (Aalulss A s s o a8 e ¢ualis p ]

A a s g gl Jagatilly LELEST Cmall (0 Cung Tan 3 a4 A5l ld sl
Leflisy

:Disorders Involving Sex Chromosomes 4xwiadl ciluall Jadd Al Gl saY)

ELE G A 5 Caaid) AL ol JuasiV) axe Lews Klinefelter syndrome AiNIS 4a Dl
FSH gl ) dy il il Hall s 47, XXY & dorsall Lla¥) a3l die 4 guadll il
Cannay ainll ¢ omdll ) gaia Gpaniafi Ay gy pudl ld g sall () 5 ytias sl il siasa (alisi) ga LH I g
(s os sl a8 el e G Al sh daea cilile Cildaill il

Lyl e x) oadll o) Jalall Lim 59 5 oy 5 SO Jaaill dany Y il dsm s of B3l

Y eall e ([SRY] iall saxaadll Y ddlaiall

& Aruall Lla¥) ol GUY) vie 4 padl) jalil 2ld cass & Turner syndrome s 4 lia
Ay pall Qs gy ranall calall sl g (g gall ()5S (g5 58 SN X anall ) 145 X
oalaall Gl el o Bac Lite Adlie aa B yual 2l Ll ()5S0 5 A5 50 Apudal) laall skt 8
ey il il dada 8 5 jalin (ailie g Y S5 e Ganall (5 AY)

Gl g Hygroma ‘;m;\ﬂ\ GJLA\ ?JJ“ (paniali d)i‘y\ B)’@;‘Y\ el Jaiii gﬂ\ A ) Halladl)
S e alanall 5 Al Hall Ll 8 eV & 5 (ganad) AGala A8 al el <3 ) gl cminal)
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Aasl ps sk ba G 0K 45 X/46, XX ASal ) se e (sl SGY) Cpiall 0 5a s ¢(al

Webbing of neck

Constriction of aorta W

Aagdall cla gl ¢ gan g oLy

Short stature

Low posterior
hairline

Broad chest and
widely set nipples

Cubitus valgus
(elbows turned in)

Rudimentary ovaries,
infertility, amenorrhea

Small fingernails / . 7

Peripheral lymphedema
(swollen feet)

S de e 4-6 U

Pigmented nevi
(brown spots)

L oS ((Lyon's hypothesis of X-inactivation) X (sall Judi asal ¢ gl dua b A :dB3adl
Aad e <8 AV X raall o lial) (aeead) Gl 451 g e L) alaae D Jlad aal g X (isna

:Disorders of Sexual Development (DSD) (iadl ) ghill Ll sl

5 IS A g 5y 5 pually ol Al 501 (e el oy 0 (S i) yyaa

LeSlay Al i) clrsall (6 ) adi sl (all) Karyotypic  (Aal) buelilll o
adll ki die =iy Y Gaall 2 o) (el

oadll gl (aiad) s asa 5 ) i Luinl) Gonadal SEY) e

il 1) Mullerian b se 368 A3l Ciliida 35a 5 ) 50dS Ductal sex dswiall 3Udl o
) gl 1 S3) Wolffian <ilss 3 i (Jagall (s shall 2 3ally can )l ie can Il slla
(As81al 281 5 A sial) My sl

ALl sliae S oo A edaall ) yedy sl (Lulill) Phenotypic (ASE baill o

Uane g (s JS a2l (5S (Ovotesticular disorder ) ¢ swdll (sl (ajall 553 palazy)
Lpuinll 2BY) 46 XX 2 6 sadll ol (i pall Lpual) Blal) gail Taa 5500 Al a5 dpad g
SBY) () 5S5 Cus cOvotests @ sad (e sl (sal dga 8 duad s L (A Gane L) 0S5 o (Kay

G Sl ial) Jaaill 5 A8 jude Wle ) 55 Aguial) 3Ll dpad iy (cane g (e S Sl
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650 alaiY) Jady (A 5Y) LA & gl Clbia ) sSlay) ) gl Gl paY 46, XX ciiiall
Obadl s e m A i) g 0 oSN AU 5 eJagal) 3 OV 830 cpmnall ) ghai il al
(ol sk (yal yal (555 paladY) Jady (A SA) 43S 43 gl Clia o Slay) 46,XY Chia
hall s e g Al il 5 o 51 oS AU 5 aad AlisS Jila e s 2 Y) gaieal (al

:Mendelian Disorders Jiia (2!

Oaats ol jalall A25LEN Ll 33 jhe dia & ) ilay Caati Mendelian disorders Jie )
Al paal) B el Akl y bl il Akl

) die i Laa 03 jhe 23 0lS o el Jlaguly Gass Point mutations 4kdil) < jikll e
Jliiad Ladie Caany (Rialall 5 jikall) ABlaiall 5 ekl anal) dpkiill 5 jkall JS& il o
A 3 jakall cassall dkadill 3 dkall JSG | Jnel) Gaeall ud e 535 el dde gy eluY)
ki) 5 ikl JSE | neY) prmaadl s Baam 5 3l ) 4ie iy el Jlasial Ladie sy
i Ml 5l 1) g3 e iy Gula) Jlagiul Lavie Guasy dulall e 5 ikl el
e Gl R

I gag punl Gada sl JWo) die st Frameshift mutations Agaal) 4G <l ikl o
Auall S 56l § 8 Gl

& sasi O (Say DNA ) ey shaliad dlalill <l jihall Lgaia go Gy 5 jidall dlainall ol H3ll) i
s s ) oande e IS e ol shae (g g0 o0is ) ) (el ¢ oanbe e Al (i gen
ol A A e cgoatl) dal se e JAISE () Sy 3 aall 5 0l lalial) <l jila i g ) il 5 olag

Anal \CLH;L\@

(il saaS Cainay () Sy gl pedl ind) #3gaill 5 S g i (s Al Gial jaY) A1) 5 ke
¢l daay (B ) )5 & ek cdilu X Aally hasi e ¢ ela X Saally Jad e jela gaua
Ll gall Baamia o el yadidll

3 elall g sailud) dauall (al WY1 1-6 Jsaa

i DAl o) (Sa) g stie sy | (Asdhall/plal o)) Jilaie JSae e sd)
(42a) all

& sia yuad pe dLlS 5 40 PRI FIRTE]
Jiiane s} (5 g0 oy g 0 Bale i Gy Bale 3 akl)
2a) 5 slias 85 ik alleles pmlcadl IS i ik allaiall

:Autosomal Recessive Disorders 5_glall Lswall [zl )

oy 4] g 35 (3 =l 8 ALY Al ) jeY1 sail 8 Cystic fibrosis (CF) (sl (sl 1a)
38 aa gl ((CFTR ) (Sldal)l ye Jaill dadaiall &l ol ofall A ey ) oIKI 5L (4555 30 (83 éha
(AF508) 508 @ sall & (VT i aaY) (aaall Caday () 65 Leidl a5 7 il e 4l

elac Y1 1 k) A8 au 5315 (oanla e 3 pal alae ) (g2 a8l &y ) SN 5L (g

rclial) ae) 8 e cpiael8 alaay 0 sy Al S elall s
WG g s leaall gl O (e pe b el dpaua I AHH5l @
k) vl ) e ST e 138 5 ¢S (S g 50 Ay yud) il alldll @
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DAY s a3kl 5 53 all A el 20l 55 Gy el 553 O

iy me ol el ) S 4y 50y ledl (Al cans€D) el oo O (S 0N (3
Sluad

Jsaa 4 iy Lae uly Sl Al aland) Al S oAl Cany o (S oS 6 e
Ciliaalidll e 5 a4 S lend) aaill pabiaial o g (M Lage (b Sy gl iy
i) 8 Alaidl)

W5 ol s e o b ae A eI ool 3815 O (S s SA il Sleall 8 e
83k U g5

(s sial) aadil) ) g3 of OSar Ay sl jtall il slawl sl 6 e

6 sall 22i¥1) A3EA el sl Canast () Sy A8ESN ) jaal ¢ gmall g2zl Jaandl 8 @
(meconiem ileus &=l

508 g sall 8 0¥l Jaill (i (e gt iull) oS g lal) YIS alana 1 gead) plaasl] ) s
O Dl HS) AL Zgall #Lui) aay Lo 5 05 oall ) LYY ae Jala (5315 ¢(AF508)
S ANl (e ST A 1A 5 jlanl) (8 s 3L gl dee J (g (sl oanla paal) ) 5ISU SUE (i 5
(sl sLzal)

eladlall (i sy DNA A Jlase b (a s saall )5S @i 1) Gl JLial padidill cudhy o (S
gy 2SI il el Bl Ll 5 lall 6y 8 Baly 3l eda (ST ccilivny SV s (el (s Gumy
A0 30 Aol il laaxivall dndall s siiall 8 55 zledl 3 gl (5501 G el Cay (o pall

Burkholderia =) (s sedall (i yall 5 0 g )5 s a3l JLall [P geruginosa 4l )

s o ) 5S¢ Ol ) s 5l 5 cepacia

Homozygous
F Patient
F Carrier

MNormal

o o

MNormal ASO Q O
oo | () @ @

() = Sample reacts with probe
() = Sample does not react with probe

il (S 1Al ASO (S dbaall o gil) i IS sl 8 jlansall Jlerin) \5-6 JSG

e iy Lae ¢ DS 5 0 ¥ Jadll e can & (PKU) Phenylketonuria 4uisis Joid Al
0508 5o 5 T Jndll dalis i giase
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agd) sy o sallay ol 1 geadidy ol 13) (K15 8aY ) e b 53580 Cubeadd) JELY) oy 0
Ga sp Ol O sS elll e g ala s Cp sl e el 6 e Sad ki Gal al
S ASI S ) Ao Jsa5 3o A ) agadl (58 O (S Gmbadll JUlYI 5 5 ) Cildide

(i Jrdl) i

s oY Jandl) Oy 3PS 50 Vi daiadl) 140 gaad) pleassl) ) pn

ind Lo Ly 0¥ ) e deny 28116 055 73l 32V ) e o 43S Jid Ay o (g sl
ceriall Jaall 2b 5Ly

48 259 jse O5S «Benign hyperphenylalaninemia aded! adll ¥l Juid o 8 ¢ all & )
Al dBle) cuadl A4S e 0 6K3 g ¥ Jaidl) il glie 8 (il o) ae S

Agaally 2l e iy Vg 55 (o gn s s il dele el o gl Casy ALE SV 8

Dsh (g JSLEe e O (S 0T Jadll andiall e oS) ) caY) e A i i Al <Y b
Aeally ) s i @y (e BBl ial)

uutinn 5o gl Jlaes 8 se 2525 2ie Euaad (Ochronosis alaall) Alkaptonuria 4 gisl 4y
daliall Al @5 4l it ga5ll (iaes ) .homogentisic acid Ul o) i 4ie it Las oS
(i sa sel) Gmen 30uSY Aa i) 3 gud (5l die b (i il La pad)

o1 s iy e 5l g 3 Jla 2l ) Jsat a1 jical coald Lonse 43 01 J g3 3y pud) aUadl aads
ealial) ey Seall el Ll cun 55 4 gl Ay i1y W) (0 5) i aand (Al o 58
)

ol Gabeaal) GRSV s D) ZUEY (55 pall Sl w3l 5se 4 Albinism @l
Gl ) i Bal ) die i ¢(sala e (Bler) Ol s dpmdll oY) calall (4 dldl g laa
LAY e ld 5 LAY AL

a5 gmy 553 )30 (il el (0 de sana 2 Glycogen storage diseases ¢w sl (A £ 93
CBlanll 5 ccldl) (Al A s Sl aS) 5 die iy Al s e Sl COELY 4y 5 gl ey YY)
Al

-6 -35S5)) jse cuw a (von Gierke disease € sd £13) Type | Js¥ bl o
o) S i g 2 Aalaicay Gy s ety g ¢ Slilin b

& Jlu)sSsle-1 AW 5 s 2 (Pompe disease (2 £13) Type 1l Gl kalll o
Al colmall i 5 a2l Aaliiny g e sy (Ll Gmen) Aa) ol
Ot ey Q) ) guad iy O gall g clall dalaca

Jse cuw & (McArdle syndrome  Ja)) dle 4 Dlia) Type V  ualdl) aall) o
el A e Bl e Tl sty Lo ity el i 5 s om S

Lysosomal storage diseases 4Aadl cilaguadl ¢33 ¢ g4l 1425
Oaa Baiae S o815 ) (525 g5 (DY souel) paea) Al Cllasuall s 33l (3 5528 s
Al g e sl A5 Aal) ddlaiis A Al Clagall

Tay-Sachs usSls s o

Niemann-Pick <lu (lasi @
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Gaucher i o

Mucopolysaccharidosis duhlaall y Sull Glyse o

Fabry g4 e

Metachromatic leukodystrophy ¢t Jaie gl @by S Jis @

HEXA ) & 5 ik ) Hexosaminidase A Jse «uw s» Tay-Sachs disease (aSbw U gl
4 S el Al Alaall Al Glapall (8 GM2 ) sadaila) o815 ) (5055 Al (15 uall e
(30 e 1 Adead) das) (5 LS 5 s s @lE uSlu G ela paad) A0

i grae ) 4 S el Appaal) Aleally (Anlalll Alia) ey e Y] SN dal) L8030 Jady i sal) £ 58
g edl 6 A exy 81 2Y )t pumada ) JULYY G 5S (Rad s I3 A sia
Al Slsin 32 em Gisall s sk Sl 5 (Soa il pae 5 B e D) sai) Gl e V)
s 3 s im0 5 o s ot 5 o] 03 e A i 5 5

.DNA 3 Jlasag
AR Glasall ¢ 3a ¢l g3l [ 2-6 Jsan
4 gial) 3alal) a8l oy 3Y) uaall
GM2 ganglioside Hexosaminidase A Tay-Sachs disease
Sphingomyelin Sphingomyelinase Niemann-Pick disease
types A and B
Glucocerebroside Glucocerebrosidase Gaucher disease
Ceramide trihexoside a-galactosidase A Fabry disease
Sulfatide Arylsulfatase A Metachromatic
leukodystrophy
Dermatan sulfate a-L-iduronidase Hurler syndrome
Heparan sulfate
Dermatan sulfate L-iduronate sulfatase Hunter syndrome
Heparan sulfate

2SI A gam 5 «<Sphingomyelinase Jse < s Niemann-Pick disease ¢l (lasi s)a
il Clam 5) (Pladl (Sl Sleadl s 438 el danll dleall Alal) Clapuadl Gaia (e sriid)

e1a Jie Gl OS1) (o 3L 3 5 o) Wil sa el et ey (Sadll pliall ) 8 drua sial) clallll
(oSba gl

Al Jie Gl ¢ a1 580 day) A8l dady of Sy 4 pimall JSE e aing el g 558 )
G OS] A sad 458 5 (o QI3 drs gie Qi suac ) 49 58 jall dpuanll dlaad) ¢(QuSlus 5 o1 )
Alial 5 Ay laal die JBlie) (Jladas 2 ddais) Alad) (St Sleadl s o(LeSla b glal el Ji
(Sks U ela (e Bl LY calaal) &

Ll aaah (laplll iy (3 ay 5Y) Capai 5 jik lin aa 0 B g A Jad el Glasiela b
J8 e 2 g bl audl-€ Jaadll 8 i dac A0 Al s A il aa g coliac
&) G i sale LB JISEY) IS el Ay graay o(dadli e ) &) ey o (215 Jp_yiad S

BYEOA(N ‘;J:\@J\ ‘;A 2L dssdn 3OS jate YA ) "Zebra bodies !u) e\.m_;i" &Aﬂa
S 1o L Ly (s AN e 50 L Lo aa 3 Ll W) el e 613 (8 a5 il (g p M 35 Y
AosA da Bl
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e el Aal) Clawall (53 ¢l ol S 4 Gaucher disease  sdige sl
Sleall Al ol 3wt ) JS50 e ) 5w e S slal) oS0 5 ) 535 Glucocerebrosidase
(oSl alall el b daa sial) il 5 s 5il) il ) i) Sl

oabi (Jlada g S ddliimy Gl el die el <Y e %99 Type | Js¥) haadll U<y

sy alaall 85 Al 5 ¢y sliad sie JBlie) dgiladall Lo jdl (g il (S8 @l S el el cilaiual)
Osbaall) (o8 A58 pal) Apnanl) Alaadl il jallas aans | ) s g oila 55 ¢ padae all ) g2 Of (S
.types Il and 11l &Gl g AU

ol (Gl Andy guand) dnl (S s Gld dedin clally 4 354l Gaucher cells < WA
I w o sSsle a3l Adlladl (g pad)  SlaasS anilly oy o) (S

O3 )53l (e de sana A (MPS) Mucopolysaccharidosis — Asbaliall 3 Sl il ¢
Aolalaall & Sl Gl (e 68l A sllaal) Al Cilaseall il 31 3 g2y Caa®s Al Claseaal)
(SUSe gl 5 5Sla1))

Atk g Al il 53 (Jlada g oS Adldus daae A 8 alatl) 4 sra Qe 4y pull alladll

O S5 G 05855 22l) JSAI) (o (L)) 58 Lo )Dia) MPS | Al il 5 cdliade e 535 ALIA 4n
X ol iy 3 jelia &) )5 o Led) « eI JSa o (i 4a33U) MPS Il .L-iduronidase
.L-iduronate sulfatase Jse < 5S35

:Autosomal Dominant Disorders aibud) dadwal) () jaY)

A Lo 50 450, 6l () 3aY) JSI 4 Familial hypercholesterolemia (sllal) adll Jg siad o Ja j2
e (LDLR ) AUl addia oy gy sall) Jofne Aia 33 sk oy 985 (500 JS (30 1 Sisasll
el ol 1088 ¢l ) sall J g el oS by e 330 ) aandd DL ) e & k) 19 aval

el U8 e LDL ) denly 335 35 «(HMG-CoA) HMG A reductase a sl acial

Ll Akl Ay cilieal Aoa cllia

LDL ) el ayivat 3a 53 Y 1Class | Jo¥) ciiall o

Alad) A gagl) Al 2 ja ) Jail) 8 e iClass 1l (AU ciiall o
LDL ) <isey Jalis )Y 8 cwe rClass Il Ul iial) o

LDL b bl ¥ s e 5 )38l & cue 1Class IV &I ) ciiall o
LDL ) &3ita ya g ale) & cue iClass V gwaldd) caiall o

S 32 e gl pedl 058 A 3 (g kiie) dradl) s il oS iy} (panal &y ) plaal
Aaala las jius ¢ (oralall (5 stusall ) ye 65 (30 ) gl (5 5Ss Ay 3 il 5 aplall (5 siasdl)
Wl Aaag 30 JBlaie) JSL (samac aliai s cpisall Jom ol jioa iy o ¢(2mlll die iladly aand)
(o) e iy il 8y SN i) A S 8 Al CleLitial () 5 ) shay

JSiy J s yind oS poiai dpul sanae a1 8 HMG-CoA reductase  :digsal) sl ) s
(Auls Zxa) ; 435) HMG-CoA reductase 4 4 usi J 5 il &I G ¢ anda

e (FBN1) Fibrillin (plisdll 4 8554k cuw o Marfan syndrome Gl be 4 s
A el GLIB dal ) NG Jamy (s sSile g il pudl) 115021 (vl
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i yie Jualia (Al gha ol ylal e Adgnd Ay (Al Jsa) 4Soa Gl k3 (panal 2y 5yl jalal)
Luse) cpall 3 Vs ([aleall 2] mine s[RI sladly aedice o] Cosae jua chlug)
4 cpald JS5 (e Ll 005 e 1 () Slead) (el uilad) (B 5 oy s 3tk

LA 5 2 pall LYY ) e A5l (il 2l s sial) A € s i S5 (g o Sy
OY Jaei o) Ala s 55 (< pall sy nns) L) al ol b ylad 304 ) ae sl dliasl)
el aleall Jlawil i/ 5 s e dlaall ) gl Cus

pbcall il (il el (10 de gana & (EDS) Ehlers-Danlos syndrome  ouslild Jla) dadlie
PR SIS A PRR E SN RV PP TIVER P [P YOS B WL P JURRINE. g [P ¥ P
3 saddl 3oy Y15 Jealad) e dg gl eyl Cuy Jaloai) 3 jia Jialia s & sean (i g
3055l e Adline (33 )l 3 gl il 3ae la aa g

ela gaws U5 :Kyphoscoliotic EDS 4udiad) 4yaad) (uslily Jla) daPlia o

a3l 5 3ils saua JSE 1Vascular variant EDS (e sV zigaill guslila Al daPlia o
) oy e 5V G

Y S A cue il g 8ila gaua JSE Classic EDS ASedlSll Guglila Jla) da i @
(b e hgie (o all 5 ¢V b

Jla) A 3l calil) alaadl () S5 ¢(da sojauY) @l el Y S (g sl aiaill (il el 1AB3adla
Sl elag “LU)..\ST MJMA (e slila

Neurofibromatosis (uasd) Alll ol 6l

(von Recklinghausen disease ¢Jsi3ilSs) ogd £10) Type 1 Js¥) laaill aaall all) ol 55l
NF1 Al ddadiall dall 33 5ih s S5 AT 3000 JS1 1 4fsas s (Y (e %90)
=<3V G5l By (neurofibromin ) dpsukll sl 236 (17911.2) 17 raall o daui i)

(p21) 21 wall juadl g1 M e ras

s bl Cliae DU Zagbs ol 5l 5 323 dnae Add ol 5k ubadll allsY) Caaly o
ying Aganl) Al o) ) S (5 il 73 salll Aa siie (5585 O (S 3ot o 5S5 L Llle
.T . N

csmandl Al a5l s et Gy o oSy ((%3) LSS e

s "l b gl a8 S 51 6 ) Aridaiae dpala Gl Gl 5 AN Ay ) jalladl e
Clagie ) da il Aahas dple ol )5l (a3 58 Bale puda 5t Aaild A Cilay o) (5SS
aos 89 «(Pheochromocytoma ) @il 8l a5 Adilaill ol ¥} yhad 334 55 ¢(Lisch
MEN 2 2an3all &y slanall 2003l al ) 5Y) A a5 said Jus (558 613 ae Lol Caany (5,1

(= %10) (bilateral acoustic ) A aawd)) Type 2 Js¥) daaill aanll adl) ol 5l
A45000d81 1 48 5aa sy (YW

22 Gl e (22012.2) NF-2 55k ca)sbiiedin i aa sy o
S il e adinall Lyl b auls ahie & (merlin) Akl all 15 e

)L;J:\):\j‘(@w:\:\.\mce\)}‘)g)ﬁﬂ‘mﬂju\}ughe‘)‘jﬂgfﬂ\‘)AM\ °
Asvaall Aldadl & 555 Sladl a4l
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il il ol )5l dals s R Lac ol sl 6-6 JS&

e VHL 4l dadiall 44l 5 jikh caws 2 von Hippel-Lindau disease sl Jua (98 13
Ledas s i gl A8ade g8 Apmpdal) Aial) IUT i )l Jeall (3p26-p25) 3 rnall il g 1A
el gyl dale] 1a Jalall sl S Gy Jia) Ly 585 ol e ubiquitin b
(e ) sl Jal 5o

Jdus 58 a)s) hemangioblastoma  4Saill dle 5l A s )W) a5 dadil () (San 4y yudl jaladll
ey Sl sl QST (a1 oy 5) Sl daadls @ ladll £ 3a cgaall Agile gl Ao g )Yl sl ¢ i
saaniall Calall A 2 IS AN bl g o IS

:X-Linked Recessive Conditions X (Asall 4 all 3 &lall el

ped s X prmall e 3 ila s pela dim pa ) SA X Anally Ao jal) 3 Slall e 3
lua je e OV e Baall ‘;J 3 9 pall DBlala erten S8 Gliaad) SA il Laiy (Al

gkl slany ¥ Cladll SAN Y @

s Glmda W) oS0 of oS Al S Gl e

AaBY Chal dab sSA () ) Ok ) a1 53580 o (S Ol GLUYI Y S e
(X grnall dpnally

Hypoxanthine-guanine s (e & Lesch-Nyhan syndrome (g Gl da Ui
L) gad) g il gmell Sl ) g9 J3) Camay (s3I 5 cphosphoribosyltransferase (HGPRT)
(<l JST) 3 s caal) b sl prman Ja i caleil) b A geia el Ay pull el

Ja il J a3l 5 (a5 p330 duulia a2e 58 Testicular feminization (s sedl) cuilil)
XY dina Gipa aa )5S die A Al Al clae U il
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20508 Osisx Js= «Bruton agammaglobulinemia O Aeliall cilidgglal) qle &
2l b Ty o Gty A Liall i g glal) 215) 6 als 8 Ca X213 o il e (Btk) Sl
35k daa i zladd 5 duad) i ol

& b Ol oy eladll ¢ 358 ol ATP7A J) dua 3 )il (Menkes disease JiSiwa £33
(JsY) diall 8 < sall Chany g ¢ sall

:X-Linked Dominant Conditions X (A-ally 4dagi yall dailudl c¥Lal)

o DS (R eX rall ddag yall 5 jelall eVl dglin & X (hally Ao pal) Saibad) clal)
pana e S LS5 S Gl ool g e ll A e JUia L sally ) sy Y15 5SA)
(A Gt L &5 0 (S <y sall A 3D i

:Triple Repeat Mutations <N ) S5 &) ik

O 138 5 ¢ IS gull CILEDE ) <5 ) ik can 4 Fragile X syndrome (gl X (daal) 4a Ui
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