A Y B palaall

£ HA G 2



rdadiall |

4 gldl) z A i) gudl 2e homeostasis Sl Al & oS LAY o

Aaaall gty & &l sl i g

ALy ghal) cfadll 408 4jaiud g8 :adaptation <l A

dctaing dgaa Badd) jeladi Ladie duaal :cell injury 4sidl 4.3 B
a) Al ALB G o) GSay Agpldl) A Aase JSdy casill A8
(S ¢(hydropic change (Adwiul) il W L) reversible
aal Al ALE e AN mual Baadd) gl aaY) Al gl caddl Da B
(necrosis ,AdL Wt L&) irreversible

0 dulgdll A8l ea g necrosis AN (ouSE Al 1o Al Cigddl L C
apoptosis gl s $Al) Cigallg caa) Al ALLEY 8

£ 8 G 0



Cell Injury 4 sal) 439 )

s st Ao ol XY b A

CriaS oY) i |
.y

Jia) AbaesS ¥ ) gial) Lagad 3 al) 5 gdal
superoxid 02, hydrogen peroxide H202,
(hydroxyl radical OH

Apilaassl) g Auily 3udl) Jal gad)
(cytokines, oncogenes Jis) 4 gl gl Jal g2l

E5A a4

)



A lal) L3y 8 Baieal) A cilde B

raal Al ALLEY e 400 9 aa all ALY 443 cre JS 8 Baaldiall

sliall A agagall diiaa 4dad Lali :cellular swelling g sidd 2dsil) g
adgig slall Jladll (5 gbuda us! 5331) influx asmsal) B8 Cun (A gl
porali gl oyl g (4lAd)

5] (Sl Al e gty el jaEial) A g5

O g ) a8 g8 (o iy ALdAT) duilal) A gagd) ASudl) quad A1) g pu gt Lc

Al clasual) dawd gy 4dlal) 4y jall cluaall daly g2y LAY DY) d
lysosomes

el Al ALEY e 40Y) b Ladd faaldiall | Y

‘”,Jj:\@\ g Ldal) @0 .a

Slraall JMad) c(g\g\gﬂ\ dﬁ&ﬁ\) pyknosis Jdiil) cpadatig dygedll < il b
karyorrhexis W jladil gl 3) i) (33435 ¢(s 953 ey SN O)A828) karyolysis
(3153 55a5)

—

E5A a4



Na*

2o K
T Mitochondria
* Swelling
l ‘ * Rupture and
/ disintegration

Pyknosis

Karyorrhexis

O O —— Lysosomes
* Autophagosome
O | phag

* Heterophagosome
Rough endoplasmic % /

reticulum —— | o fexd * Residual body
o° /

Alal) Cilapaall y il paiiad) & @l padl) alis 4 glal) 43 S i) A aldle
el Al AL 8 4 gl ALNY udn 4 g et el i) B i) g ALEAY) i) 48 sgdl Aud g

Karyolysis

O ©—;
O
fO

* Degranulation

E5A a4



CELL DEATH ¢ siad) < gall 11

daudy) B 5 glAd) Cigall 2 glgd)gall seliall o4 : Necrosis AU LA
DA IS as SIUA aa g9 Aal)

A g Al (al dpu ‘-:NJA-' : Coagulative Necrosis g3l Al )
AL dadY) gad legud A JE] ST gay o(sLada¥))
Qg alS Gl Sl g oAbl lglsd e Jdlaty dald dald
@) AAE (gAY clifiy ) JS Jha by Y1 OY (e B DA
(Mad e mual gl
o) gladll 3 a5 Ladgad 1 Liquefactive Necrosis 2sill AL | Y
ot () 38 (3585 gl (i sl cigall ) 1A
Al () il SN Guans ol (flaall LA (e 5 paal) cilay 59 Jas
(z)A) A A) neutrophils sl < s

E5A a4



o L ""_',,'.“J.i(j ¥
S5 (o pard) gaedl) allae quat g Apal) LAY (e dpanl) AALAT Cua (A gala AlE
karyorhhexis (3343 L &uta 2l (g (44lS g Adasia) pyknotic dhiia Capal
daualy e aglil) gaa g A eagd) | (3K) karyolysis Cliaa JMadl g (5525)

£S5 Ga



&\SMM
- &
Sua clgtay

NA
g Y

e by
Q‘S.’I 4

|gi 45
£

) 3
doa

3

"‘;L'a.d\
UAMU
g5 G

3

3

9 (Al iy

Cagh g



S Ay ailil) JAGN Jaad 8 clgl) udl B ASH LBIAY) e ial) aadd Ladie
baill sag (g A3 JAG! Jla 134 AU 4iajll Saally gawdll £oig 41 dagd
(7l As] ol g Ay ganl) 4y g ) ()a88) sLiiaY) g Ay g il Lali A3y 2l galll

Alsl) b LB (elddal) g A0 ASN G dald JAN ddiin) dlhia LS

£ 5 a2



-~

il g Al (g e gallly cidy LDAY i Jangll B 485U ddlale Ay LAY
A AL (e 13 (el ol ol 418

Lald LAY o Mg jlad) ) daas) (el 40 (2 a0 o elSl) LE8N 1

£S5 Ga



Ahia) dddaal) Laldl) § phuall ddhidly ekl B 88 G mdly aladl)
18 9 Adadaall 45l Hal) £ g Al e 4 gadd) Lgg 5 (Y A B pdlie Adddaal) cias
s SAY Al Lay Jla

£S5 Ga



Blle A gAY AN 4] o dua (AR AT ddhala) Jadll A ol s olelidal
05 138y Al gl £ sl ghalia B Eaay eliia¥) Gl dygaal) 4y Al (y)akd
yeand) Aadas aic Alacld JSA) e LIS eliiaY) i

£ 5 a2



4306l ddhaial) g dpdiaal) Abhiall & AS)A) ¢ peadl ABhiall 4888 plaa) slidal
Lgadl) Whug i 0eSi Ally slaa¥lS pliacl) (hany Asudal) slad) A 4aldl
G pdiad) slaal) oda | diald o Gasall (e ddeliae 45 A1 oAy At g 5 S lia

Y (s 3 pual) Aatdlly cudibudal) Ay jlusal) 4y ganll Lt g A9 (3 Cra

£ 5 a2



Aol 4NY) dfhale S B e LA Gua el JASH W Ua Al sl A
Edgal il AL adll B gAYy galall Galll B clal AN saa)
ae Al A dUa e Latie gl (Fleall Jia) el cpe SN Lgtiaad) dllad A elacd

baaal) o) G A8 ¢y g pall Alla cilag 331 588 Al g 3alad) AulgaiN) UDIAY) (e i)

£S5 G



A gy as

|

=

a

d

o
@SA
ry

el

KT

A 8

J

4 &

ail)

-

K|

S

d



Agadll dyg All (g5 B8 e sldiia) (a (o (e 2o fladll (B auad Al
Ahual) DAYy ciliguaal) (88 el sLEAY) G haall) 13 Fal) 0 sa )
A% (ghlia 1845 5 dgpanl)

£ 5 G 2



J

-

P A
&

-~

-

Ll b

~

Sl Cpw &

3

Sladll) (e

!

|

Q.\AA
C

)

-
=

.I. o

|

o

L

-

&

K|

4 e

ERA



5 & gaiall gl A3 AT A AT gan Sl Jof Aa sldia) Like

£ 5 a2



o '.-- .' ‘
4 l"n‘muﬁ m

i) gal sl ae CiLAS DU a5 Al ASN (ILES ML T edrtia Slad sl
A

-~ -~

£ 5 a2



oarg Al & aldy Ladsal 1 Caseous Necrosis sl Jadl) ¥
Nga G il Lagad cpal) dpdy maedll gan 4okl cila gual)
6.5 Badetia dlls o UMA g 5 iy iUas LA, ddalaa A

Loy uh oa ) A O ¢Sas 1 Fat Necrosis (adll A |
dda uﬁ 3l u\.A.U.'\J‘ &u\y eM\ d)ﬁ-ﬂ bt J\ cw\
() Gl Glgal) A Slalll Al Al ).u) ol ) G
aspedllly b 5 daadll LBAY (ha 3y aall B ad) dawall uagad\
Osball 4l sl aty Joddl

Ol B Wliy Ladsal : Fibrinoid Necrosis cwdll JAL
AeUall (2l pa¥) G Apdliall dpsl) 4y pdd) e Wy Sl g
sl el s AY Saaddl clifig g Cpundll dasdia 4 ganll de Y

doadl) abaliall 8 ‘_,AUAJ\ ) s

£ 8 G 0



Alladl) oy 351 a3 ) 955 S0 i LA A3y Sl and A3
Ay gl Ada play ghlies Libe jelg (Gual ade by padl) A3 Al

) e

£ 5 a2



el 4880 o ) Aol g A ARl A JA) agaal) O (re af | aad JAS
B_ATIa 3l ga (pa Aud g JSAN dasse ALK Ciaval WY g g cAadainall L) g a8l

£ 5 A ua )



) i Balall jgdia (il Aban & pu Ay gldal Bale B i AT e sedia
e sy gAY AT ga gl AT LI g ARa il AT o) o
A gamald) cllgadd

£ 5 a2



13 L geladl plall A daadia dipie Clagma WL Eua 3ad A AS

Cilbluse) AigSia (ghalie WLAT Y Bad gedl) AT ) LML Glaal) (sl
luall) e 3 Adia 3 ga g 9 AL 5250 (ApeasS

£S5 i



ol ol A AT Ga Augla ¥ Ay ) (shliay Jaaly s A
(A

£ 5 G 2



sy plhuas 8 wet gangrene 4l Uy & a2l
g (e gl add) aa (381 hall Ayl pali AL
R AR 46

dry gangrene (dsilagall) 48l Uy & al
Lol gali A ) & (mummification)
i) il ga (381 jial) aaddl

E8A G



glal Cumal Al odd A sl (e s B Badia dpad] AT o) Ly 2 & o1y
JS AR AT dUa 06 dua B Uy 2 all Jla 1 aliall Al 4,30 a8l
Aans¥) el L) sy oad )

£ 5 a2



Gf Ul (aall) S pal) Guaey @lldg dgd )y Uy 8 8 Alls o | M cijh Uy 2 8
oS 81 e 13 4 gl el Gy (g AR AL ABLGYL qS) jial) el

£ 5 a2



dald clia Jadi  Jo aday :Apoptosis gesll sl el B
@ 9 Aasid (S O OSag . (death pathway genes)
D A5l g yuall (5 AN Cgall e ALl ()

Coal) adlal JaSER ga5) BIphY) asl A Adial) LOAY ma ) cigall (A
(Cmastllg

4 pal) L) phaa o LMAL jaial) cigad) B

Bosdll Algd (8 aall Aty LOAL cliga g Jd (e gasaall g eldd) @gall C
Liadal)

D ) el (o olAd) Cgall (o Alia) (Y

Agun gl ) Sllgal) Gussy (a paall A2l LAY 7 jaal) (5 gldd) cigall A
(acidophilic bodies)

(Civatte bodies) dslially ddlaiial) 45 ial) 4alal) LAY 430 B
ol ugad jganal uall g i SS y6Sll LC

£ 8 G 0



) & gall
KT
38 Oiong

MAL Jla
|

T
L

J

daas

%Mbﬁc@.
.\&Ah}ala

b

-
-~

2 i

-
d
s Aad

3 A
-u*-“JJ.-.‘é%‘s‘-' al)

-~
v

A g ¢

3

YT

L4

LAY e S
LA

K|

4 e

ERA



ol Cgall Al Gugatill 4gliall) LAY agSi Badl sl (ugedl) 32
i sl jleal) mall anb s a (A9 G JSs Ao 4l 028 el
Al Agld Ll 4 glal) sland) cilblaal) plaia Jaaid cilalld) 38 o LAY ¢ Ja
L aa Bax ) A g dailS Bel2 ) A bl Bary geasaall (5 glad) & gally aSail)

£ 5 a2



ADAPTATION —asill ||V

(e @uﬁ\ 33 gl FEEN gﬁ Ul A - Atrophy ) gaall
doad galll ALY e LAY axa (A (ali 9 LOAS) )18 Lal
A (P aliad) dSlaw el ¢ el 31 (i g (A Elaall | gaia
.osteoporosis aal) (38

gl gl guaall aaa 8 343 48 : Hypertrophy ad.ail
dlatic) Al galll ABaY) cpa Al A gSall LAY daldia
Y Jaghe agall Aol edlilanll g Culdl)

Bl Quew gl ada 3305 g4 1 Hyperplasia il b2
Lajaa 058 O oS aiaill b Al ddgsall LDAY 2
(O il Gaaall aal) ddlday adual Ja b Jia) il gagdl
daal) ey Gaaad Al Aadldl) UG Ja) clagdl gl

.(Human papillomavirus 4sbady) dalal)

£ 8 G 0

A



gadll Gy o J8 S LaS Adwdi Au LAY aae tAlaal) GLY) ) e
paa (addily dllly A dladal Gasy 1y | all dL) ary aaa (s
o Bsall LB il CLE dlia Al oda A Lde Jliall 444

trichrome Csidl) | S )

E5A i



dplal) ll) dga dmad (e pual 9o dua B jelia (padll dga duadll

E5A i



WSV And) AN a3l ase 4l g e Slay jsal
) palll & Lo gad g day 2

E5A i



g el ol LBAY it Gl ayy qils 2l 38 5all uanaill ¢ o)
ey sy pgSonlll 9a qaldll - il fluall A (el qu
4513 daalyll 5 palial) g 45 gaial) LAY auads Lalla

£ A Qs Y



gl Agtal 5&.2:;3\ uﬁﬂ,,d\ e 3 Y Al dle hypertrophy s
Colall B Aaaly AN Lasa Jasd) Bab3 Alated b lgana o)
ad i ha B ga (Alay A Gl pall 138 (2 )

£S5 G



LAl Jla A aa )l digy LBy 7 gidall aa ) 1da A& AdUall Aol gl Ll
L pasl bl dealy 28 (e JS0 Al LAY hyperplasia gl
Al ana 4 UM 45 s

£ 5 a2



Icm 2 31 ; 4 ‘
aotteeb oot

L LA Tk e §a¥ il dalal) il g ) il g g el Ja jdd Jlia 130
Ladlg JOal Jilaia e U 33030 Jaad daall 48LaYL clivgall & s
dpnh Gl Al Ay A ga ) @l paall dgladi) (S Bal 3 o2y L sade
A slsi b

g3 G



(ophal) dand anll Ui LDAY  alail) ddajie clicgy Gldie gaa)
Lgta isl) Sl oKl g

£ 5 A ua )



JSy adall) b By addill diaagy aMlall e paell A
Alial) sl calad) cling ) adal bjd Jla) (al fia

(S ) sy A3l gl
W Ao chag @il oda e Ay ped) A jlaal) B

L 4

c&aﬂkﬁjM

£ 8 G 0



) Aol aa) LA haal b Jga3 s 1 Metaplasia Jus>l) .D
A Ciluadl) 3 dud SLiLa Jggad) SUA Al e | AT Jaad
dgdra o) Aggra By ) (g pall ASILAD 3 pdal) Jgign g (il
(S0h 5 04) Aprall B jland) (b i
Cipdall Adayuw JB L Jgad 94 : Dysplasia gialll £ 5w E
o Sy Cua pasll (gie A a5 g g Lndgal  Aahal
gI& dauy in situ pasell B olape ) skl

.invasive

E5A a4



RE W =
fe SRS S &
Ly ": ';'.:."‘.a’ 'k‘g' /. Wt
"k L -.;‘.-:- .."_ ,-..'.._ -
el .\"\.'d’.-'.' \"}d". .

) avig 52.',“-"\';
- . . Py L - y
e T as T, SN N
"/‘ '."/5!\" RPN o,

AN A R
d&-&ﬁmﬂ.&ﬁ;w
$3358 Gl Gl Al A die B jadall 4uudiil) 3 LAl metaplasia Jss>
5kedall) AT Jaad ) (Cal ) Amdal) Aol 5 jLgdall) 5 jLgdal) Jaai il
O San g Amala Ao gl g 3ad AT Gl Jgigadl | (Llewd) ) daglia JASY) diLid)
i) oladily I oY) 3 ghaddl (0 6<
g5 G 2



) s had 43 gl ddalia o L RA] gl dohlial Jess U G
S

£ 5 G 2



.ﬂ

GJ

b'ua'.'\;}u
Sl

al) .dysplasia
3 038 5, shauiaa

-~

)
-
[

1) ol (s 981

}&.\.\S

b ) g bl ) Aagalal) ASiLA

O.\A.\S
Ay

K|

N

ERA



Cellular adaptations

A ATROPHY

E mELN QL @

D, METAPLASIA E. DYSPLASIA

E8A G



Accumulations and Deposits <l il g <las) i) |V
A @ O OSar MR cll jladal gl AMAN Al Jal) 03y ()
S8 z A Matrix Guball B 4l B ) gall aS)

£



Intracellular Accumulations 4ad) Jila clas) Al A

@ A o) bl sl A a8 G Glycogen CmasSdal) )
S O sSalad) DI 8 A0y g il jhadal (e ygilay Cpdll il yall

-Q,SJSHM gial)

Al 9,53 Ol & yall gé A<l g_&, aS) i 1 Fat agaddl Y
i3l Gl a8

Abal) oaapa b AdSl Ay 8N W) A aS) 5 Protein Oigod) LY
A g sl

Craaily LOAY) Calida @ a8 5 Al : Pigments 4diualYl ¢
Slagual) A Je8ia) A gluall 5) Lipofuscin s g8 gl
=l gluall 51) Melanin Cpdaall (i) (uldll Al AN
Cotisally (Lagdlall (B Auidlall LOAY B Lad gad 352 gall
Bl (e @idiall paaly Y A Elual) 1) Hemosiderin

£



A glal) 40 et Gy o oSy N gall (e Baell g gAY JANa aS) A ()
AN e Opfgpsalll JAS Jadaad o) Gus sl B ead Jad LGS Lia
Aasl) I8N s b all) oS) A g0 (Jash L)

£ 5 G 2



(o g 9d) a9 S sall) flaa ga Aausl) LMAL) L3 aaliall ) i) sl £luall
and) 2t aa o) SiadU daiiS (i) g 0l La guad g) LAY B cra 3l aa aS) 5 o g
alaat) 3k ua 4510 deald) AdY 4ilgdl) Al g gy AdS) daga Gl oo (6} Al G

p9 S salll (pa ABiiall aleaa¥) o3¢t Jgadg (s glad) Jaa

£S5 Ga



aS) fia Cpaddgand oA friad) 13 B cladld) JANa Al SR Al 3 gal)
1 clalld) BT GLBAN Ge paall Aty s jeal) @l Sl akadl Al
Adlaricd) dlay 1 a5 4l g alaal)

£ 5 G 2



(oo B Sl Agasl) pruda gy g Sl B Un aldiall wasd) Gohy claeg e @030 Gusli
DhasS LBA 9 duasl) UBIAY) (a3 g2 gall S gasgd)

£S5 Ga



Baad) oy obiy U daldial) ¢ pd ) gasgd) (e B S AaS (5 a3 45 5lS Cunli]

£ 5 G 2



Oabad) Aalual (¥ Gl 8 4al oY &) e g (el 13 Cpad) dubia
Gl (e Uy (g ) paadll aa (e 58

£ 5 a2



S 3) gall

A

O g ilad)

| el all

-

-

5

KA

-

|

-~

|

)

~
-~

5

b sl B

Lua

4

K|

S

d



Al Galll alal) ool ) g2 anll (B Jilad) G g mllial) dsaS B3

£S5 i



Gy (A iadl i cad Al Clasad cpn Uy 3aaLdadl £lagad) 23EY)
Cedl e (Abg Al gd5a & Ua fluall 1 anthracotic asdll §lua
Eiglall o 9gd) (A 3 g2 gall A g3 I 3 galf

£ 5 a2



aSI i ce Bike sag Al bed dglial Baie b clalll) Gada aadl) flua
S O S8 JSdy and flua agudl G gidaal) Eistal) o) gl (a8l Elua
Crddall

£S5 Ga



= oax $» Hemochromatosis Jnujsiles S saxgdl

e Giodlsagd) i dial g saal) (alale) 4 ol

S8y LS padly ok pall palEL allial) Aig axl) g Jlakl)

(bronzed diabetes) 4 }iy_n 4xala Clawaly

£



Calcification o<l .B

s Z oW Gohall Ay 44l e a gaallsl) CN-J rag oA

.metastatic & gl dystrophy (Lia L) ciiay o) (Sasg

Jia) Aisal) gl A33lial) daii¥) Gumas 1 Dystrophic calcification .
A cldaay Lgadll e ¥ B sl clagelll Ll
(yaiial

Ladgalg adl)l S Jajdl 545 o4 : Metastatic calcification .Y
dalsally D (alid 3ol (@all @il bl hd ae 3854
Barallg cutipll g A< B LIS ALy ga g (s oISl (yia yall Auilg )

£



e Cilaua ¢
V) b gill

2 A
FYILS]

)

aall
D) e
3&

-~

-
.0

W
Il s 8

St

"o

-

ia o la (b g
S Jaay Aaliial) i Al

basgy «

La
pead

z

e

ERA



Jaall b 2 saadlSh ¢ha Alle il giana Agal iy yal il b MERH (ulss U

£ 5 G 2



Amyloid deposition s sle¥) .C
LA cduifigy Bala sh g cdvighal) pudagl ()
CHWY (e Ao gana ) ash Apudy) calida
GHeddll sl ge gaaay el Ayl

Amyloidosis

£



o 9 g lalt Ampadl) ol a U

(a4 gana (o G 4 pla 7 A dudd Bala g& i gliaY)
dadniall ol

Adis) Bala) Calugd e aiglial) el Akl gaall
(Asilaia

W gl Jdl g gl g gal) bl il e @l
A0l cliual)

by g3 o) peadl caad dad¥) ciday g A olll) Atud) dedL WLy
B 3alall (pe Apiile daniia

Aascal) Jia iy S aa il JSdy gaw (9 SN sgaally

oalSal hary bl jgaaly gaadyy shdgSl jealy Gl Laaie

£



rd

“e Oi S

»al el

|

ﬂ
¢

Al)

A
L

|

M

\@'4
,. :

s

>

|

v

(AW

A ga 985 i pleadl

-

i 9 e

-

Q

* e

ERnA



() gl oall dalgl) 4y o pud) JISEY) Y

>gad gla 949 :Primary Amyloidosis 4 A gl ¢l
de Mg AN B aliy AL skl pdg Alaludl Cidd el
(i) g 4y gaall

Lagh b :Secondary Amyloidosis @Bl Al gddll el
i g g, plaad A88) yal) Jeaal) Cilifig s (s (Fdiall AA 1 5LiaY)
dagiall ) e B Al g8 e @il aushuadU 483 el Juaal)
Oy Jia) dsiiill al pal) By 481N deliall (il el g dda jall
Jakll g oty A 8 aaLs AA L glial) puda g (Au18

pag o b :Familial Amyloidosis (Al Al gl gl
las) (& anb € transthyretin

A B Adsal 545 :Localized Amyloid gasall ) gl sl
Alll (5al) Laglac S g (Geall 5l (2 puda sl AALGL) sagla 1)

£

.a



@m\ b palaall
asa i) g lgaly)

INFLAMMATION
AND REPAIR

£ A G 0



dadiall |

QYY1 g ALY slad amaad) (ulSS ) g ity
:Ole 4

) Guas A1) S oY)

i) graadl] plid g - Sual 2y st Al g

£ A Qu Y



Gl Gl Gl LA
zladlle

doe Ual) culudSs [N e

Aaaia¥) alualle

b_Adial) dauilie

al ) g¥) ge

£ A Qu Y



Gada g Al eSO Sy ilga) Al bl B

Jia) JAdial) ) gl gadd) dpii Bale oA g ralad) calgily) ()
(sLiiay)

gl Crag 1 el LAY (Y

(Al i el I AN Jia) ALY e salal) cilfaall g

Jla) i) (e osali al (Allg gAY ddjeall Jalgadly afilal b
(S (B HIV ) (g oJadl (B Al B jladial

dgguaall e 3 gall o) Apia¥) alua¥) ¢

(13 el G 0685 (O Jaad Al g Aelial) cladss Y d

£ oA G 0



Acute Inflammation 2l Glgih) ]|
Sl A Sal gyl b Asudisl clalal
sl <calor 3,0 Al <tumor ausi <rubor
&) gall functio laese bl Juslly <dolor
WA dall Glgily)l G 3 Ayl dle sl

Ay ) el o3 e Al ggauall

£ oA G 0



aal) clgibl Aty A

Vascular 4xile gl &l gall |

adll (305 Bl gremy Las Wrwsi A Gay i pdll plall el A

.(active hyperemia Jsl&ll &uill) il 8245 50 <l influx

e ) o) i Agdgdi BaL) aa BB AaD dle gl JAN hiual) B33 a
(adg) e s Joa cldlocal) ) Jilad) i ) (o35

g i) dge ¥ (A aal) BagS) (A ahluwy aally dddall Syl aws b

g3l ) sy sk oo

£ oA G 0



LY daal el Al WA by Jilu (e ddlge 4ol
A 5i

E5A i



Cellular 49 siad) Q) gad) ¥
el Gilgaly) & A g¥) 3 isall LAY A& (ciaad)) ool Claaia (sl cly I

o g cele oll IS sa gﬁ eSS Bale gﬂU <Yaadl 1 Margination (iegdl)
Lisday e oY) (8 adll Gl sy Lalias sle gl) il g Jle

OiiSaliw o8 cliyia Jsgd ol Qi) hiluy :Activation Jadil
g (A2) integrins Cuoadiily (sle ol Adlay LA mhw ) selectins
(s clawia paul) aly Sl

WA Ao sl Clawia panll ol Sl dlalll ;Adhesion (3LailY
G AN 9 GiSluad) Adaad 5 oy 138 9 sle gl) Al

sl clawia ganll @b <) :Transmigration (diapedesis) JSbd!
AL Adlaial) sladly 4S jata sle gl) jlan s

Al g madd) (e oladly & Al cN¥aall :Chemotaxis ¢ slessll il Jal g
Jod (e AlE ) cadl Al JB (a3 uaal) g glansl) ial) Jal gt Al
arachidonic uaea ciliiia sl chemokines <l daciall

Leifi g adil ) Al <Yl :Phagocytosis 4l

£ oA G 0

.a



Cellular events

*Margination and rolling
»Adhesion and transmigration
*Migration into interstitial tissue

Endothelial cell

Cytokines

Macrophage

Mast cell

£ oA G 0




Gluaa o panl) ab sl e B 3ah) gad Adaa ad ddll
Ahg\.gﬂ\u.bdngAJ@ﬂ\MﬂY.\ﬂ‘

£S5 G



sLEA) e clud) @iyl s Job o cadiegd AN i)
igile gl gz A Ablaal ) g2l

£ 5 G



134l Glgal) ddhaia & JS&iall g cal aa Gpudl) e A0S g3 il
Aal) SLei) A tumor or swelling ausil) sgdia JS8 53 sa Jiledl

E5A i



Chemical mediators 4xlbwsl hilu gl B

SA Gaas Al dg glal) g Aile gl Eual gald) e Al gipna (o 9SS

aal) el Al

Cliidia g Cpalivngd) et g LYAY) e d8ial) Jaila gl Y
LS glaadl g NO S 9 €y il g el gaal J¥) s

Gl al awgd cuaw sl :Histamine Oxlewgd .a
LAY (e Lk dile gl 3R salls ciy gl
daay) L;ﬁ Ayl LAY g o))y gall L;ﬁ 8392 gall du!
1,3\9.4.#]\ Glandall g

£ oA G 0



o= iy a9 :Arachidonic acid €bigndl ¥) (aes b
e
104 S gl 533 s 9 cyclooxygenase JliisesS ol il (g bk (1)
i Allg (PGD2, PGE2, PGF2) Prostaglandins <luaide v gl (a)
ey fmss
bihg Aoy pugl quan gy (PGI2) Prostacyclin (ralSawtivig il (b)
clagial) a8 5
DAY Aoy oAl Gy ¢y Thromboxane A2 GbesSsxag il (c)
Glasiiall as) S
(Criina 921 5 Capaells By o)) (S Sl ol gl (33 jh) 1ABaada
10 JS aiall a5 sl g lipoxygenase Sl sulll (31 5h (Y)
s staS cia Jale ga g Leukotriene B4 Oz ssSslY (a)
Aoy all cuad Ay Leukotrienes C4, D4, E4 <ly Sl (b)
dgile ol) A dil) Wy Ty (ad (aill g
£ 50 T 2



LAY G uady Ladie | el juad Jelia a9 :NO .C
Laa duile gl sludal) dubiant) LYAY) ol ) Cuw duilall)
3 s el a s L Ao 1 sl s
Al all ol g 2 NO

Gadliy aiy Gluse A :Cytokines «lisgivd) d
Jale g (IL-1, IL-2 J) interleukins LS gl A3y
Cra bl JS S i) 5 &5 (TNF) el AL
G bal) G o8 o) (Say 81 ccigliallly clallyl)
Ll 5 A% L

iy pyrogens <laaaS TNF iy IL-1 ) Jead :adiadla

aliiall gl ciad 3Sal e CpaideUig ) apiaai iy Al

e

£ oA G 0



Cranaats g Ladll) (pe A8TEAY) Jailu gl ¥

(CiiSea) ) Jia) Kinins sl o

(el Jia) Coagulation proteins _Aadll <lifgyn o
(Cmmdl) s claiiag

Jis) Fibrinolytic proteins (rudll Alal) cliggull o
(Cramdid)

Complement 4eaially o

(Oleald Jale) XII A3 Jalay Sale it Jailus ol) o34

E5A G



Activated Hageman factor (factor Xlla)

Kinin cascade
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Bradykinin
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Complement activation
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Immune Complex Formation

PHASE Il
Immune Complex Deposition

Antigen-antibody
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Gross (macroscopic)
features of two breast
neoplasms
Benign — circumscribed,
often encapsulated,
pushes normal tissue
aside

Malignant — infiltrative
growth, no capsule,
destructive of normal
tissues
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BIOLOGY OF CANCER .II
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Differences between normal and
cancer cell

.87 Large # of dividing cells

Large, variably shaped nuclei

SRS IRNSGTIAA) - !omra Cels
Noemal k'LL"I-']Al;'Lsh_ll 3] [

Corneciee Tssue

Large nucleus to cytoplasm ratio

Variation in size and shape

Loss of normal cell features

4 Disorganized arrangement

a’o’ s SN
o:o’ Y Poorly defined tumor boundary




Differences between benign and
malignant neoplasms
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Possible events

Benign > Benign
Benign - Dysplasia
Benign - Dysplasia > In-situ
Benigh—— Dysplasia——In-situ —— Invasive
Dysplasia > In-situ - Invasive
In-situ - Invasive
Invasive > Invasive
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Gie s Ailiall ¢y a5 pall cadll ALl ol s Polycyclic hydrocarbons
e

Natural plant products
Aflatoxin B

Betel nut




Physical carcinogens 4l judll cilib yunl) B

Ayl Jia) aamdil) g (Quadd) dadi Jia) dpadid) (360 dadY) Cpeial
(4553l 4Bl adlaa cud) ga g Ay ) ALRY ) jlad) (ddand)

Viral carcinogens 4w sl <l juall €
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A g ) i yuuall

el Al LAY W gdal g (ialican) Human T-cell lymphotropic
Cpadll) virus-1 (HTLV-1)

as (il LIAT) A<aLE dala yudl Human papilloma virus (HPV)

8oadall sy z 5l dagall 5 7 5all 5

S sS LS Hla Herpesvirus-8
Y o saldl) U s (S g La sl Epstein-Barr virus (EBV)
Al Zlal) dalda o Hepatitis B virus (HBV),

hepatits C virus (HCV)
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:0ncogenes 48l &l jaall D

il ) o 5 pbiall Raulall S o JOE5 i pull HaThe clla a g
a9 il aa grual Agidl) dza ol il jaal) () (proto-oncogenes Al dsa sl
-dday) g9

(lith pud) sa pal) 3 Ly gial g ras oncogene Jis) Mutation <i_dhll )

myc 9 <basSslll 3 giall abl oncogene Jis) Translocation gl gl Jabs ¥
(<89 Lagdal 2 1, 5ial) Oncogene

(Lesiadlagosill A b siall N-myc oncogene Jis) Amplification asdaill ¥

OUa s (A b jgiall erb-b2 oncogene Jis) Overexpression il bjg ¢
(sl

3
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Inactivation of tumor sl Abdall clinll it E

:suppressor genes
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G

o sS bl Al da s V) oy s RB
(alaall
0 5 (5 small sazall Juaad) ol f TP53
435S pall dpuanl) dlaall
4 o) oI Azl il gl ¢l APC

Adenomatous polyposis coli

abigayg WT1
oanll il o) gl NF1, NF2
J ¥ il neurofibromatosis
Sl
95353\ Oda BRCA1, BRCA2
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Defective DNA repair and <lguall ) i) axe Cla Mia g DNA &) z3ba) e F
:chromosomal instability syndromes

e 3 Ll Lawa cll jhadly Cpibaal) o jal) oo 4l ol s dugaa 3al ) Jaa gl

daiBU a pil) aey Lo guad LaglS g clauall ol DNA S Ao i ddlia 8al 5y cials

3 DNA 3 g3ba) 2 quay ciuali g AT A8l 5 ool el Aiaad) A0l o) dpaadisl) (348

:Jadki clal) ) i e
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EPIDEMIOLOGY OF CANCER .1V
ceiadl (A dajed) Al jo A Aleaioall Adpulad) Adlgl) uladd) ()
dasaal) dyinl) cigplall g ) gad) £ 5 il g ALl g (Guadl g eadl g
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b Sl U g (s pal) (M iy HgSAl) gl Y
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:Race, Ethnicity, Geography (&l_aall £ jgill g Al g 3 ad) .C
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:Environmental conditions 4l i g lall D

z

e cddgma iU pad da pal) (g ) GSay Jard) s ()
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EFFECTS OF CANCER .V

slaa) Jia) daady) daplal) daad¥) cu At hlalal) Jadl jdmd gall o) il
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A WL 3diaa 2l 2] A9 :Paraneoplastic syndromes 4 sl 8l cila Bliall | C
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DIAGNOSIS OF CANCER .VI

Gl pasdlly Aol Al Jady ol el (A
Tumor 4 s Cland gl Jia) 4y pdial) (a gadl) g e ladl) il jal) g
(markers

L) paaill 50 cliall Ll Jany :Cytology Astall (asadll B
Exfoliation WA Ciiwghy o) 4883 3 ) = Aspiration <id b

(Pap-smear pa ) (3is dAlhl 8 L)
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Al Juaiinlly ol 8L ) Wale Juany (asill dagd e A 9 :Biopsy 45 330 .C

Gsb) Cris¥s (BUIVL il Coh) CalanS silangdly Agle ()9S5 Al dapeadl) ladlad)
(Ll gl
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Hormones <Uiga gl

La_grbau LS g% 4 <L giau ;LS g3 5 6S Human chorionic gonadotropin (hCG)
Al A LDAY) 3 piua La glaw sl Adrenocorticotropic hormone (ACTH)
Ciluall) b LYAY) ASiLE La g IS1) Parathyroid-like polypeptide
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Developmental & Genetic Diseases

4 GENETIC

i DISORDERS .




Developmental Anomalies A& il gl
LAY ey gl baladl A
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Atresia with distal Fistula

Atresia \!

Fistula — ==

Normal Anatomy

Trachea ‘ {
\

Esophagus £

Stomach —£°

Atresia

N

Atresia with proximal Fistula

'

Atresia

Atresia with double Fistula

Atresia &

Fistula

Fistula
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Chromosomal Disorders dsual) <l kY

sl 46,XY L A (Normal Karyotype) 4muhll 4guall dauall A
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numerical 423 G988 O Sy Adpall dipall il gdi ) B
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a4l Auall haploid 4kl clisall cbala) e cliclaas e
&) Trisomy (uall il (Auall e 32aly 44d) Monosomy
A nondisjunction JLad) ale (e @il dile (Amall (e fud
dgpall dipall U (2l ) aadl G2ty .meiosis cialall aludl)
G Jgaall B daila

Cre b clduall anh o8 2 g :Polyploidy 4duall dasall ami b
(3x23=69, 4x23=92 is) haploid cliuall cllaf s Cie b

5 e



Figure 8.17B Nondisjuncfion of chromosomes during
meiosis Il of oogenesis, followed by fertilization with
normal sperm

Copyright © The McGraw-Hll Companies. Inc. Permission regquired for reproduction or display
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Chromosomal disorders caused by Aneuploidy

Ol clall (368 i (g1) an gl 85 Jaae jallae ¢ i Al
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VA Trisomy 21
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(Down
Y/AS Trisomy XXY

A )Be <47,XXY)
(Klinefelter _slaudIs

AR Monosomy X
S5 Aa33a ¢45,X)
(Turner

VA Trisomy 18
3 )) 53] 4 HON)
(Edward

\FACERI Trisomy 13
(Patau il 4s )Okia)
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Trisomy of chromosome 21.

Alzheimer’s disease

can occur.
Dysmorphic
Round Face

Brushfield

Trisomy of
spots on

chromosome 21.

Small Ears
iris
Flat occiput
Protruding te
(not macrogle

though!) - Abundant Neck Skin

Sinélez'ﬁ)a;{ma r
crease

Cardiac defects in 50%
(Ventricular septal defect,
Patent ductus arteriosus,

Atrial septal defect)

Incurved
little fingers
(Clinodactyly)

Increased risk
of Leukaemia

Duodenal atresia
(double bubble sign on AXR)



tall stature
slightly feminkzed

absent y physique
i mildly impaired 1Q
(15 points less
poor beard than average)
growth
tendency to lose
chest hair

breast development
(in 30% of cases)




Turner syndrome

Narrow, high-arched palate
Low hairline

Webbed neck

Broad chest with
widely spaced nipples

Cubitus valgus

\
,
o '

Streak ovaries,

~ amenorrhea
- &infertility

Short stature "

@ AV
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) 94) da Plia

occiput, or back part
of the skull, is
prominent

dysplastic, or
malformed ears

shield chest,
or short and
prominent
sternum;
and wide-
set nipples

clenched hands
with overiapping
fingers

oy flexed big toe;
K3 prominent heels
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5L A Pia

cleft lip and/or

dysplastic, or

and polydactyly,
or extra fingers

undescended or
abnormmal testes
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Genetic Disorders 4 sall cilyl oY
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Original sequence

Point mutation
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mRNA  STATSUSIGT S AT IATS G WIS S IS e S 6 51 SRS SIS S e S 196

Normal
Protein
... MRNA SHWSUSIESIAS RSN UVSUSESIISIISIWS IS WSS VS ESIOSE SN,
Frameshift

Protein
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1A gal) ugand) &l 65 3k B
:Mendelian inheritance Jie 45,4 .

-Autosomal dominant 3_AW! Aawall 3
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AA + Aa = AA (normal)
Aa (affected)
AA (normal)
Aa (affected)

(trait: a)
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M\ <l o) (\
Huntington chorea ¢ sixiiia a8 ) o

Al ia ) duliant) c_tl.i\JhmY\ (Y

Achondroplasia (s paall abaail) (jais
Marfan syndrome @k 4e 2 o

Myotonic dystrophy lasll s 5t Jisll o

Osteogenesis imperfecta o=lll alaall o)< (e dald JISET o
Ehlers-Danlos syndrome (= slila- la) 4a 335 o

aall 34l gall dlaal) el el (¥

Hereditary spherocytosis sl jeall cily SI )5 o

Von Willebrand disease il s 8 (e @

4ol gal) il ey (¢
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dray ol) cila Dliialf (1

Neurofibromatosis saasll &dll o sl o

Familial polyposis coli 4l 42 ol &SI bl gl 4 3000 o

Wilms tumor g=bisays

Retinoblastoma Sl as ¥ aysll o

AL X by Saf6) Li-Fraumeni syndrome (iws d-d e Dia o
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Huntington chorea
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Achondroplasia
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Marfan syndrome
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Ehlers-Danlos syndrome
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: Autosomal recessive inheritance 3_&ball daawal) 45,4l b
15 S lall Lawall 4l gl alia (V)
Ozt SliY) g 5 SA e IS 8 i a o pa s &5l Y (a)

homozygotes (aa) 4yl Llaie & hid lgie yamy trait 431 o) (b)

A 3l (s pbaie UsSy all sl cpall gl DS (e ik e 1 1555 (0

OsSe o %Yo Jlaial 4l (5K a3 e 258 Sy (i e s (Aa)
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Aa + Aa=

(trait: a, a)

AA (normal)
Aa (asymptomatic)
aA (asymptomatic)
aa (affected)

£ 5 G




dads

KEY
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Homozygous Homozygous Heterozygous Heterozygous Wild Type wild Type
Male Fermnale Male Fermale Male Femnale

£ oA G 0




SMELLY) ) sl (\
Cystic fibrosis &l (Sl ¢l

Hemochromatosis x5l s Ssaedl o

Lysosomal storage diseases <les 353l (35 Gl ol o

Albinism Gedl e

Phenylketonuria 4 iS Jad dly o

Glycogen storage diseases ceasSalall (38 (il el o

Galactosemia all A& (plll Suwagag o

aall 31 gall dlaal) () al (¥

Sickle cell anemia (laiall ool j38 o

Talassemia major ¢ S L YUll o

dllanl) Luanll (¥ (¥

Friedreich ataxia by @ =i, o

Muscular dystrophy leazll Jiall JIK&l (any o

A glasal) L0880 () paY) (€

Congenital adrenal hyperplasia ¥l JbSll giaida 3 o
(21-hydroxylase deficiency)
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Esophagus

Pancreatic duct

7

¥

-2/
\( 8/
\1

Bacterial
infection

I
Pancrea

Small
intestine

Cystic fibrosis

Normal Airway:
In healthy lungs, the
airway is lined with
thin layer of mucus

Airway With CF:
With cystic fibrosis,
thick, sticky mucus
blocks the airway.
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Albinism
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:X-linked (Cisdl ddas jall) X (Aomally A yall 4514 ¢
X Amally A jall 430l jalha (V)

e oSS Al ‘eiﬁ\ Geob e Gy X Faall e &l aagii (3)
%O+ (o4 duall iy il Ll cdlall oy ) shay oSl aY V) Ladé Gy e
Gl e e OOl Gasay s OV (e

agd A sa¥ ol & Clum e e Bl o lad) KA Gl S (b)
Clala W 5 Galbias | g

Gl phaay) i (paially dagijell) X Aaly dhadjall o) by (Y)
sl bl a1 Y e el L X raall dasiyall 5 elall
idag yal) 3 jelall )l aal o) Jas 3,00 oo X el Ayl
(2 X grall
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Duchenne muscular dystrophy (lall opiga Fa (9
Hemophilia Aand B < 5} jsslll (¥

Fragile X syndrome (&gl X (Auall 4o Blia (¥

Bruton agammaglobulinemia adl (& L& ¢y S 388 (¢
Wiskott-Aldrich syndrome il jall & g g daPlia (0
Lesch-Nyhan syndrome ¢lg G 4a Dia (1
Glucose-6-phosphate dehydrogenase deficiency G6PD 4} (=2 (V

Hunter syndrome _iia 4 Bia (A
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XX + XY = XX (carrier)

(trait: X)

XY (affected)
XX (normal)
XY (normal)
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XX + XY = XX (carrier)

(trait: X)

XY (normal)
XX (carrier)
XY (normal)
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John Ann

Charles

£ oA G 0



Parents

+
Father Mother
(with hemophilia) (not a carrier)
XY XX
Son Daughter Son Daughter
(Without hemophilia)  (carrier) (Without hemophilia)  (carrier)
XY XX XY XX
Children

E5A i



FXS: Common Physical

Features
» Elongated face & Broad forehead

- Large, prominent ears Note:

e High arched palate = Normal Nose
» Prominent jaw, Dental crowding

» Macro-orchidism (post-pubertal)

« Strabismus (squint)

« Murmur, Mitral valve prolapse,
cardiomegaly, dilation of aorta

» Hypotonia & joint laxity
'« Flat feet, Hollow chest, Scoliosis

Michael Phelps

Fragile X syndrome
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Clinical Features
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Petechiae due to Eczema Pneumonia and other B.cell lymphoma and
thrombocytopenia infections other cancers

Wiskott-Aldrich syndrome
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Self-Mutilating Behavior

e |nitially observed to be biting tongue and lips and can
progress to finger biting and head banging.

e Usually begins at three years old

e |s apparent in 85% of males affected by LNS.

Lesch-Nyhan syndrome
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CARPAL TUNNEL SYNDROME

,a
N/

o

>

CLAW-LIKE HANDS

JOINT STIFFNESS

Hunter syndrome
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FIGURE 2: Facial features of the Prader-Willi syndrome include
narrow bifrontal diameter, almond-shaped palpebral fissures, and
a thin, triangular upper lip.
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Angelman syndrome
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What is Kearns-Sayre Syndrome?

= Rare neuromuscular disorder = mitochondrial
encephalomyopathies

= Genetic alterations involving mitochondrial DNA (mtDNA)
o Affects body =2 eyes

o Features appearing before 20 years of age

= Abnormalities in the mitochondria

1998 1999 2000
2002 2003 2004
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Fetal Anasarca
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Hyperemia versus Congestion
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HYPEREMIA
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cyanosis 433

Decreased
outflow

(e.g. local
obstruction,
congestive

heart failure)
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Hyperemia




Congestion

Varicose Veins
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Chronic pulmonary congestion
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v" The central regions of the lobules become red-
blue surrounded by a yellow-brown zone of
uncongested liver substance.

“ Nutmeg liver”
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Petechial hemorrhages of Intracerebral bleeding

the colonic mucosa
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Subarachnoid Haemorrhage:
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Petechiae &
Ecchymoses







Hemorrhage: Epidural hematoma
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Hemothorax




THROMBOSIS _uall v

sl ) G JS daild 401 .4 Thrombogenesis < 5l ¢ o)
«thrombosis JEall g (ashll adl) @l & 825 1) hemostasis
Glidgng Agedl) clagdally ddlad) LAY (e J8 o aadady

Juaall b Al

E5 G 0



LA 430 o)) Lo sl gaull) adl) AR5 A
rdal e gl e Al g A g @) et ddlagal) dgitdayl)

dlaall LW cuadud :Vasoconstriction 4 ¥l (ol ()
Galigaly)  paaily  mandl  gayadll Al dll eludall
dilad) LMAY ¢ Judy (Ale g o2a 94 9 endothelin

£ 5 G 2



L5 :(Primary hemostasis (Sl s@ Y1) @Y dalaw Jusda (¥
Aglad) LAY ciad 5agagall Lglal) 7 Laallly & gadl) cilaieall
Al A 5) 4slad) 7 A deally clagdiall Guaili 4 cud i Al
LelSd it 9 «(von Willebrand factor il by (98 Jals o adiad
o3 (thromboxane A2 (lusS g gill Jia) 4330 8) s juady
ouasll) e 4)) i) clagha gead paad A58 Gl

(aggregation

£ oA G 0



:(Secondary hemostasis Gl £ Y1) Cpudl) dlle JuS83 (¥

Ll 2 ) 3% coagulation cascade A Ui Jadi o) (a
Ll Ao MSdia (il 13 olaiy ) Al

¥ clagiial) Jale Al g jntrinsic pathway (31l Jasad) Jaddy |
Tysadl) cladall o adagiy 53l

(grdll Jale ddaulgs extrinsic pathway (AU Juad) Jadiy Y
AoMial) Al e Al ‘533\3

el A g3 AT ddae Aleda YA thrombin G Al Jads ) (b
LalalY  (saiy Cladial) mhay Gamg Al bl n clagdall i
JS&a B AN My 13SA g (viscous metamorphosis z U Jgaill)
daila Lelaan g aSaa

£ oA G 0



b A JS&S (e daad hailugll (e Ml &) :Thrombolysis 3830 JSad) (€

LNl Leds e Jaxiyg

Tissue plasminogen activator (t-PA) (aaeill (e Dl Al ga cladiia
claiie ) Gl phady cpa Rl e 3L algg Adlad) LMAY ¢ At
B_AAY Jad) Luswa fibrin split products sl & s

Jalge e naally Guag Al Ll Antithrombin 11 (e Al labiaa
(Xa sdlad) Jiadl) Jale Jia) aaal)

Va and Jalsadl ciladaly dlldg Al Jandidl laa Jaxi § and € b g )
Vlila

E5A G Ll

(a

(b



A. VASOCONSTRICTION B. PRIMARY HEMOSTASIS
Endcthelium  Basementmembrane Arteriole smooth musc -

= S =
Endotholin release Reflex ECM (cellagen) Endothelium Basement :
causes vasoconstriction  vasoconstriction membrane Collagen

C. SECONDARY HEMOSTASIS D. THROMBUS AND ANTITHROMBOTIC EVENTS
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THROMBOSIS
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Turbulent blood flow

Trauma
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Mural thrombi. Thrombus in the left and right ventricular

apices, overlying a white fibrous scar.
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Thrombosis

Deep Vein Thrombosis (DVT)

Detached
bleod clot

— valve

— Blood
clots

Serasa a2 a0 A

Normal DVT
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Inferior

vena cava

Fropagation
towards heart

Fesolution Embolization to lungs Orgenized and Crganized and
incorporated into wall recanalized

* Potential outcomes of venous thrombosis.
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Mural thrombi.
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Lines of Zahn: alternating
layers of platelets and

fibrin in the thrombus




RED THROMBUS
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« Large embolus derived
from a lower extremity deep
venous thrombosis and now
impacted in a pulmonary

artery branch.
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* Bone marrow embolus in the pulmonary circulation. The
cleared vacuoles represent marrow fat that is now
impacted in a distal vessel along with the cellular

hematopoietic precursors.
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Fat embolus in a glomerulus (kidney)
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