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Asaausduavaavidaa (Cellular response) sia Stimuli

TusssunG adnnaalusnailanaiavgasuniuvizanseguing &9
157 (stimuli) lasaaatial AsaauduaduaILuRA TULARSLARA UL AU

o AflAUAILANN

AAAUALANUTULTIUDIAILST (stimuli)

syazA s duaAu I (stimuli)

Foifu Laslusionausasufia asfinisnausuadsadori (stimuli) wileg
FriuaneeAu Mateigu Angseneengled vinliaadzansenu-ATP
iadaNadLiinsnauauadiiiInIaadnduiaate asanuaadauasdi High
metabolic rate

UANANUULARA TUIIANELAIAALULIATAAINANUFINITATUATLLIAILAN
wulaflu 3 ufiada

1. Labile cells A t2aafiniy Lﬁaa’tﬁiaum1aL€1ua1M1s MILAU
migla maiiuilaanie uas wadlunszgn ﬁoimnﬂnmmaammuauu
mﬂmﬂé’u (short life span) mmsaqummummmuvﬁaamummﬂ
daldudrldnaan

2. Stable cells 16iua 1 adau way tuasanszan (Osteoblasts) ﬁa‘imﬂ
Unfitradwmardar lifinauiu uaagfinsaanaunuaas dufign
vinanausanald

3. Permanent cells 1¢un ziasiszann (Neuron) faandudiaane
(Skeletal myocytes) way Laadnauiiiaiyla (Cardiac myocytes)
ﬂm‘;‘\Lmaﬁtua1ﬁa1u15ﬂLﬁuﬁ'lmu"lﬁltawwszﬂzﬁaa'ammﬁu AU UL
azfinseavsaniald Alisunsainanwiunsanaunu'léadn

ﬁﬁﬂuﬂ%ﬂ’)jﬂ‘ipuidﬂﬂdﬁl'\‘]L‘E‘W (stimuli) L‘ﬂuﬁ]ﬁnﬁmﬁm fa ANTRAUFUAY
wadiad LHuldve &asrannanauansienia via External Stimuli tiu aiitine
gnsaduaazu dotflugatsrvmienraaw (Physical stimuli) Miauusvnavihliad
uagztilaiatnaduluiBunauna us g ilRatioiui wag &asrannaalu
39n1aLay waa Internal Stimuli tiaannauRadacinieiugassuuvaeivinli
smanaaulesindidyluainunswenuadgduauvinliadunaiduuazae
tuiiga fusu

stasnaiaddudEAudas (stimuli) wu nsdligudanialsus
(Coronary artery) anfu mw‘luvﬁaanmmuamiwmLaam”l,ﬂl,am d1n15aadu
TuAadulitiu 15 wi wadnddlamlaiidaedisduidandonaifay
uadubinnn mmsnﬂsudamwﬂnm“lmmwaomnuLaamml,aﬂo LEH1INITAA
AutAnduuiunit 19H T waiiaduamunnda iradnduiiamlasausnuiiy
azene Lilueu

a1n Diagram2 &31l'l69n msmanauaowaomaamnmuwmﬂsﬂLmn
fuagfu ﬁumwaamaamnnnsumumasumu AAAURZAMNTULTIAAIFILN
(stimuli) wagszaznaAduAaAU I (stimuli) Taandiadluseniadag

Cellular Pathology 2556



ANARAY 89131 (stimul)) 6199 ARaALIAT G189 (stimuli) fiauguuseiiag
u,awmmuamomﬂ mjaamo?jummmsnﬂsumLwauamaﬂomsmmL:m )}
amumsmuuﬂ Lsﬂnma”uun Cellular adaptation anéiatinv Tniwznaidas
ﬂnumunmnwmsam Lﬂuwa‘luquaanmmuamﬂmuu'mumwmmuu U5uan
Waauagsaauazndnidanisunaiiu Tnawaaanduiaaneiy quﬂ%mm"l,w
wasaalulzas m‘lmsﬁaaﬁmmmimmu (Hypertrophy) wednsFuiwTni
meuﬁaanmmuamﬂuu Wadusiuarlunanimtniuanniiu asdonals
widnduiaaiaunaiy vda ane'ld (udu

stimuli suusniag .-*"
.*" =y
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'li‘. ==
L 3 3
B L
AEEEEEEEEEEEEEEEEEREE N E =
timuli guusaiaa-1iu =
R = 2
a_' El
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e, £
#.'
Stimuli quusoun ", :
9 = Irreversible
injury or

Cell death

| o al = - - w
asulasuwlasnaarra dul adu d Audy nssEu

Diagram 2: n1saausuavaadiuas 6a &9t (stimuli)

8189131 (stimuli)  fiausuusennn Ra i uTaUsudd awvinli
maammau 3unin Cellular injury nstna§uzade@a lisunsonauasizas
mmsaLﬂaﬂuuﬂaaﬂaudmavﬂnmim 3andn Reversible injury (Non-lethal
injury) weidn &3 (stimuli) dusuuseunn via atiusaifiaoiunaiuiu vinl
iaauaLIuguLsILLUals utilunalviadana 3undn Irreversible injury
(Lethal injury)

at9lsAnn &sfiadunelu Diagram 2 luiiiaedrunils zasmseausuas
UDILARN 6ia FIL31 (stimuli) wansidaunlasuasiaas ManmuLuaomn 1oy
vadgdunmaluigadnuldsunlasannind wia anuRelnfinneiiugnssu AAatiu
atinviquazzady (Chronic) vinliliadfinnsnauauas TagAsaEANE1SL9aENg
malutiaduindiu (3andn Intracellular accumulation wea finsasanuadun
avttanluiialiia M3andn Calcification uauammﬂmsmwjaauﬂﬁu anaiunily
Lnm:nnmsazaumsmauuuﬂaamu‘lumjaa Luaamnmsmanauaamaaam
(stimuli) ‘Biguusefiiindunaandda oty &oi (stimuli) wiilsisuuseaudume
Tiadna azviali Organelles 6199 uay dhudsznaunaluiradiing
tdRaundasinzanin Subcellular response
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Taaal sULuuNTRaLAUAYIALLAE sa &30 (stimuli) MAndiu da
1. asUsusruaviauaa (Cellular Adaptation)
2. msuatiuuasaa (Cell Injury)

e Reversible cell injury

e Irreversible cell injury and Cell Death: Necrosis wag Apoptosis
3. asasRuuaRsaaluleaa (Intracellular accumulation)
4, nsazanvaswaatdanluiiaciia (Calcification)
5. asunuagiad (Cellular Aging)

f951 (Stimuli)

&9151 v3a Stimuli anaaznduesilildiatsansanadanin Adani
Physiologic stimuli #3a anaastilu &eiinalsansafiinannisiiluise
t3en31 Pathologic stimuli uaggiuluainsdsudruaviuaa naa Cellular
adaptation avtilunaann Phy5|olog|c stimuli waaraagwudn Pathologic stimuli
1192197 TSI wazAnliuatneting wadaunsalsudild uwarliunauiuy

Physiologic l
stimuli

o
Physiologic change -""'Eisease
not disease o
\4 -~
& Cell injury
Cellular
adaptation |
Reversible
Foint of no refurn o > |
Irreversible

Diagram 3: #fiauavdeis1 (Types of Stimuli)

Tunauei Pathologic stimuli &huluajvihldiigaduaidu uag 61 stimuli W
JULSINA uay Watiusaifiasazvilviiradunaiiusunseunn auamaluiian
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Pathologic stimuli Adlu syt taaduauntasafiinnanavais
#fle {uldvsaaaauansionie wia External Stimuli uag tinanilada
malusieniaad wia Internal Stimuli v3a (flu&esn (stimuli) Nvinldiaad
1adulaaase - Direct injury deidu sazu Wein W lnd ihsauain dusdu vwia
\udas (stimuli) Nvinldiadaualduniedan - Indirect injury iy Wadua
vihlilinsazauzasiauivaine auvihliiansiadnfinaslasadiuasning
2a9FNAIANNT 7BanI1 Hepatic encephalopathy tiluéiu

n1sd5udruaviaiasd (Cellular Adaptations)

lagansedudiadas (Stimuli) laiinazilu Physiologic stimuli 3a
Pathologic stimuli trfaddunaiaziinislaaunlasiaseaivuaznnzauaalu
faatui tNanauduasaados (Stimuli) delulaaaniinisliudy wia
Adaptation agaansaavaguazbitnady wilugnwidsinislfugazauaalu
Tu'limdfiaudu udladsunsadisvaguazsvinninnumangauAun1Iendl &
(Stimuli) unnsedunrasuniu waztiladsn (Stimuli) vua'ld I addvnaIgIusa
nRUAUgNNzENAR vda dnwanld (deasiuldainlu Diagram 1 A1s
wasuwdasitiaduiilunuugndssanig)

Hypertrophy

fa msﬂ%’nﬁmaawjaéimﬂmﬂﬁmum (Increase in cell size) Tun1eii
AUAFAUEIS mmaoms‘lmsﬁaammmwmu (Increase functional demands)
Fotfudniuaadidoaansantofiilé asdfud inansinisauauazauIu
UDILAIN L6 wja@m"llua'\msnu,mep"man (Permanent cells) azdfudiiaanns
WuLue Vil watlia way adensduliauialnaduau

a2z Hypertrophy tan2iuléiivain Physiologic uas Pathologic stimuli

Hypertrophy iy Physiological hypertrophy éiun asgliinLwIgn g
ANz uaInANLiaatvsaLiiag TaansaniIndn wia Asalauvinouniln
nmmuamumim’tummuma ndntdavn1suiaiuannouniin via lusees §
Gons3s wa*’uaaaas'iuum‘l‘mmuLuaumaﬂmumlummu gonalriuagnlnailiu
savsudaauiladuluasss (Husdu

Hypertrophy #iflu Pathologic hypertrophy ‘léun

- nsﬁvﬁﬂmmmﬁu‘iaﬁmmc’%a%’a "l.ﬁ%’nms%m:rm‘%amum"t:isian‘iao
nmmuam‘lwaamomﬂ (Left ventricle) giasvinountiniiaaanusegu
Anlafialding Aorta muLLsamuLaamm navinlvinduiialaviasanadng
Tadunazwundu

- gihafifidauila aortic fiu (Aortic valve stenosis) adudlamlaiasane
e (Left ventricle) davaanussguialaianmuiuduiiila navirlinduiila
WilavasavdnaTadunaznundu tudu
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Picture 1: Left ventricular hypertrophy ‘luwﬂwmwﬁuiaummwase

ANANNAALNIUDIRITI WU mwvmwaonmmuav‘h‘lwaomommwwu FIuAudl
Asanuaiavuasillade u,avsmnmsa‘a’oannmmuaﬁﬂamunaanamssmu WL
ruaradgadnduiiailalediu Suduinsuensauanasiadadvinlidigdioiy
fumlauiui (Rectangular-shaped nuclei)

- lwwwefinsifudvasaadfiiAndy araarlidonaliiad ladudag ue
aswunslasunilasuas organelle vvatnvanalulaad — selective
hypertrophy diziu §ilhaTsaautn AFuseviuen Barbiturate 1fluilszan
aswy Endoplasmic reticulum “Lumaa’ﬁm‘jﬂummmﬂu Hypertrophy of
ER doiflunaannnisiiaaduliud finsifintiunaaasaulan .
cytochrome P-450 tiavinarauaasaneen Barbiturate funalvidagiinu

13unauen Barbiturate Tunisaiuauatnistinuaviile

Hyperplasia

Hunalnmslfudizasaadiianisnauauassadeis (Stimuli) Adasnis
IMmaammuwau (Increase functional demands) ‘Immmaamnnsnmuma
nsvduiifianuauisalunisutafANIINLE muuaammmsmummuwao
v2iaa (Increase in cell number) aummmwmﬂﬁumﬁaoLuamamammumnm
ati19'l5Anu mumsmamaom (Stimuli) visauia&oun (Stimuli) we'ldl tadA
azilall wiadavsaatmnsavildsundasnduganiwlné'le

a12e Hyperplasia 1An2iuldiiva1n Physiologic uaz Pathologic stimuli

A17r Hyperplasia iy Physiological hyperplasia ‘l6iun nsuldsuuiae
aaatfiayinseungnluahenssusnuag Menstrual cycle Fonandedas iy
Estrogen d3uauunn wawaoaasiuuaunsvmumaaLﬂaniwsouman’mnn'mwu
PR oeradiiayTusInngnuay Luamaanwumaﬂsammauua”m‘m
Lﬂaniw'somanummwu 3an7n Proliferative endometrium (uazsiaunaanay
nnlian ansuasaasiuu Progesterone vinlvitEayTnwsonagninisil&aunlasi
13e1n31 Secretory endometrium ialaLild5unnsuay aasiuumoqavamm ¥in
WilllayTwsoungnaznanaanaaniiuilsyitdan)

a17e Hyperplasia #iiflu Pathologic hyperplasia ‘éun

- Pathological hyperplasia 2a9 \aiagRmil9tiu Epidermis #¥a Squamous
epithelium (3and1 Squamous hyperplasia WntAnINNITTEAALADY WA
AsantduAINIvatgaady ( Chronic dermatitis ) auvinlviiadfiinile
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ffu Epidermis donan WinAuLagvinliRavitedu Epidermisnundatu
uanaatfu nshiaitfa Human Papilloma virus vinlviRamievdaiayuila
Squamous mucosa finstina1wIUnaY Squamous cells Ladazanin
Viral wart w3a Verruca vulgaris

- Pathological hyperplasia uad siaugnnuin sfmﬁmﬁaoa'mﬂ%mmmga
gasluulnwdAie - Testosterone uaz Metabolite uav Testosterone ufa
Dihydroxytestosterone (DHT) mmmsawnn androgen receptor Miaias
Haysangnuanauasiaasiiiaiiiaidedwy navinlvifinnsssne growth
factors 6199 mnsus}u’tmeﬁaamnmaL‘wummu uagvihlvidangnuunnie
awilinacdaaveiduilaanzlusdiuneirusangnnrunniu-Prostatic
urethra tAnainsil@anzaiunn AstANEIWIULILAIRYFABNLATATT
Waianenwu vinlvAadudau (Nodule) 4ulusiangnuuin GaGanin
Nodular hyperplasia of Prostate gland #3a Benign prostatic hyperplasia.

Picture 2: Hyperplasia aaviaiasdyusiananuuinlugihasauanuunnia

3'1nmwvnonéaoaamssﬁﬁwn'j'lﬁmstﬁu:i'mmmaa‘Lﬁ'au vinlgadidaadu uaziinig
duravdadtdausinardvinldiudasmalusaniianwazadalatiniaaanin
Pseudopapillae

- luwaneddy Aeiaasiuu Estrogen wuay Progesterone ‘Liaugadu vinln
fisunauasaasiny Estrogen quﬂnﬂnmaudowa‘tmeﬁaaman‘iwsomamwu
mmumnmuuauwan‘iwsoman‘nmmnmwﬂnm t3an31 endometrial
hyperplasia Goifluswiguasnnzlseindavinunuiauufialng
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at9lsAnu lunneidasnistiiaadvinouiindu (Increase functional
demands) mmaamnnnsvmumﬂﬁatsw (Stimuli) Lﬂumjaam"l,ummsnu,mmvlm
an wia Permanent cell asaausuasiiintiuaniiunisufud inansiiinaun
gagiafaavinigiy uddaradignaszduansautiofédn uannLadazlium
'T,mﬂm';'l,wummuumunavwnumstwwummaowjaaswmu fotuaziuInly
AnzavassAEuNATatiuaniunaainife msiRuIULATaMIANaY TR LHaY
manu'\uuLLauLuawaanwu’Imﬂsau wia auauadnagniladufiiunaanniuad
nduilazay w3a Myometrium AvANITWULALaUA (Hyperplasia and
Hypertrophy)

wiii1 Hyperplasia astflunisdfudizasiead uay sunsanduduganiwing
"l,mLua‘vmmmsnsumumnaatsﬂmumﬂmu mesmuﬁamnsumumusu BZLIRNTA
gMIUL Wia dawilas Ang Hyperplasia MiiAntiufianuidasiazildsuuntaoiiy
uzi5ea1u3n U endometrial hyperplasia (iluiladai&aonas endometrial
carcinoma 3a uzisaiayTnsenagn tHudu

Atrophy

duna'lnnsdsuduasaasiiianisnauauadsadoni (Stimuli) Adasnns
Tiaiaadvinenuaaay (Decrease functional demands) ‘Imﬂmjaamﬂmamum
AunanadLarIIMINanaY deuatliiaiia via afmvdonanfizuaidnag

a1z Atrophy 1Aniu'l@iieann Physiologic uaz Pathologic stimuli

a7z Atrophy #iilu Physiological atrophy fuaznuludrwauinIsuasng
aau ldud n1silandave'liuas notochord uag Thyroglossal duct deande
uann1suav atrophy

a1z Atrophy Miflu Pathologic atrophy Aa'ldvianuuanizd (local) uae
wuuviaYg (generalized) Al

- Disuse atrophy Lﬂumsﬂ%uﬁmaaLmaéﬂéwmﬁamu mw@”\amnﬁ
nszgnitn dasdinBlaniflunaiuiu wRdndwidlaaauiauultle
19U RanAuLtiaagETAUIRRARY LaE AAULHaNAUUITAN Uy
WRA&U Bani Skeletal muscle atrophy atnglsAenuiiansegnfinudn
adafianduanedannl agvinlviaadndudlaarmiunduinfizualnd
Tataudu

- Denervation atrophy Lﬂumsﬂsnmmaomaanmmuamﬂ MERIIAN
mvl,uuns*'l,l,aﬂswmmmnswmu Luaommauﬂs”mmnnmmm Luans”ua
Uszannunnszeu metabolism luradnduiaannazanay uarluiign
iasnauLiaaneasfizunanag

- Diminished blood supply aziandiulunsdifianaidan suiiaduatine
19 MsALRaavinli L aaduNea1TaIs LLazaan:ﬂ'LaumLﬁvgm LAARAY
Wud lifauadnas dewaldi iala uay afesiudauafiidnag
Taaunnsatdae wuuiiflunaannnsfilduildananduannnig
atherosclerosis Tugguaie Jaiilu Senile atrophy

- Inadequate nutrition nsaaTdsfiunazasiulansnvinliseniadag
fvansanvisanntgagnautiiauindatdundooiu vinlvigadiuuatdnad
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- Pressure atrophy nsnaiimzgnnaiuuiug vinlaaduaziiiaiia 0
dsznauluadenziuiiaunaidnay &runilvaraaziinannanenaiuidiurinli
BRI RIGENEEH )

- Loss of endocrine stimulation inaziAnduduaimsiifinsnausuay
fagasTuuldy LENuN wag aTeswed dvtulnandgdliafoiaviua
szanfau Wia menopause msmmaasiuumnsvmu M dasuLay
vlavtawgnunela AouuNfizuIALANRY wia MEnIIARAALAT AAFaTTHY

WINTZHU UAFNALTAUIALANARY dlavannsiaiadnduiianagniinisan
Woruauazauiu dearaasdailu Physiologic atrophy

Picture 3: wl5auiiau Normal uterus uar Atrophic uterus
21091 wazineaiu scale aziulsunanuadfnelaNnualszdidiauin
seeignily — Menopause tuasfinuaitdnnituagning

Asiadnavauasinanisanuuauadaday HHunideAialigag
fusaiiifieatsanlunnengnanAaniig LlRan &15a11156199 ANTAARIUDY
organelles srvnaluteiadvinly metabolism anavuazidadizuInanay

Tnadnf Ay Atrophy a”umomsammmuua“mummaawjaa Auvin i
lalawsaasensfiuuiaidnas uananudain Involution wunaauin flunis
Usudmlaanisaninunuuazasivingy uauimummﬂu Phy5|olog|c process
16iwA Thymus involution anavdvnaan mamﬂmnmu Thymus agfiaunalanay
famnunialiinangadanadlilizaay (Hugu

na'lna1stia Atrophy LﬂuwamnmsmLeﬁaaammsaswuawtwumsamﬂ
Tsfiu uananiuiasay qumsmmﬂﬂumumoﬂmn‘tumaa TaauIUAST
3an3 Autophagy (Self eating) Lwaaswwaomuua”m'maﬂsam fatfunalu
Cytoplasm wavizagmariiaywuii Autophagic vacuoles wiutiu siaunfagsiudu
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lysosome wiatiasgate wasiiadasgarabivuafazifuazanlugiluas Lipofusin
granule &wdav

Metaplasia

unalanstiudizasgadiianisnausuassados (Stimuli) iaau
2LTA0 LAY mm”aunuaoumaau‘mu maaa”ﬂsuLﬂaﬂuanwm“waomaa N
quaamLasmtmmum?juwuo"lﬂLﬂumaamasmmumLtmanﬂuwuo fulng
«flu Pathologic process ‘léua

- Squamous metaplasia # Endocervix \iganAITENLELTTANELADY
Lﬂunmmum‘mwjaamanmwao Endocervix Goifluzfia Simple .
columnar cells w&euilu Stratified squamous epithelium ofluria &
gunsanucanNyIEALLAadIfIna 16

- Squamous metaplasia 71 Bronchus wulupuiiguywduiug 815luynd
agszAaLAasdatiaymadumealavinbiadifiaydenandodiuily
Pseudostratified ciliated columnar epithelium w&auiilu Stratified
squamous epithelium N&UITANUAANITATLAUKIATUNIUAING T

Plcture 4: Squamous metaplasia 1u Endocervix

nnslanasuualvaiidiuuag Simple columnar epithelium iy endocervix 1u
aend uay gnasuuadntidiuzasiiiay endocervix Avlaauiily Stratified
squamous epithelium

- Glandular metaplasia l Esophagus mmnaumsmuwaammswsa
mﬂaﬂmﬂ‘lunmm"wu"wmuaammms Wsafi3unin Gastric reflux vin
’lmﬂauwamaammmscﬁau,mg,mmﬂu Non-keratinizing squamous
epithelium Ahinusianse waauuwdasiilu Columnar epitheliummiiaudu
riaatiaylunssiwizainisiay vinlawsanusasgniznsa'le

- Bony metaplasia # Skin maumsanLammmsasammv]ua ATWUI
dladaRenwusnwnlwusa anmsnLﬂaﬂuuﬂaaLﬂumawansummmu"l,m
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A1¢ Metaplasia AAaduiuflunaainnisildsuuas Stem cells wia
Undifferentiated mesenchymal cells mwnaﬂumiumamaﬂnm wlasannng
nsvmuwaaaom (Stimuli) uNamamswuﬁnssummmummuﬂummamaafmsa
Walunnnsuagiaias vinlvi Stem cells w3a Undifferentiated mesenchymal cells i
gnnsedu wWasuwlasnsuaavaantiifluaaddnuianie

gt liidadunatiu (Cause of Cell Injury)

b
b
o
3
.

b

e J

8

<

AUA AUTULTY UATsTaZIANFUNIAURIS (Stimuli) Teaawy
Pathologic stimuli ilugnuavinlddaduaduuazaa’ld asan&esn
JunsdtiaatgadarauTaliuaIle wad 189 NIAAdUTULTY JULLRR Lidu1Ta
Usue'lé tadAazunaLiy LLavé'\msmmLﬁnﬁuiﬂsuuw LadTAAUAUFININ
win'lei - Reversible cell injury Ltmmﬁomsuusomn WIa LAATTELIAUY LUK
azameluign wazwiinasnuadoinudaasiasliausandunnitials -
Irreversible cell injury

nsannaandaye (Oxygen Deprivation)

AMgsManaandiiau Bsanil Hypoxemia tHusnuavinlviaas
mmLafuu,avmﬂmmﬂmmnua”wunaﬂ wlavannsnadavarduaandiaulunis
&519N99U ATP sfiaLﬂuwaamumavi?j"lummumsammmaqmaaswamﬂ N15216A
aandlaudiulugiaziioain anudadndzasssuuilauasaaaian syul
mwigla aglafinavinlisvaiauia Hemoglobin Masinaandiaulilides
sne'léd wag Carbon monoxide poisoning tiiasain CO Jufiu Hemoglobin
1aanI uasgusautvIuduaandiauvinlisrenaanaaandiau

mumaziwmﬂwjmLﬁam"lﬂtﬁvﬂo 1‘7iL‘%ﬂfp'1 Ischemia vinlvitdasunaLay
7uws9NI1 Hypoxemia tiavannsvnigazaiaivaandiiay LAsINA&TaINT
A laaanig Glucose dvuwsandunszusiian uananniludevinlvinasiads
Turvnadiunuatdaaluidavdnene

ForlumnuTuLsInaINITINALY duatdu ANUTULTILALTLHULLIANUAING
eaandiau dnsfunauradiduldaauadiniiunasiiag WatigIuuIa1aagtiy
LRENAITRALUIALAILLRALNARAAIINGDINITUAIRITAINITUATARNTLAU W6
WWullanaaAuiud adazualdy way Asuialduuaditadaratiuuuy
Reversible cell injury mmsamnumwu‘tu's"ﬂ”ﬁu TaitAu 10-15 uii usdinisaa
Auzasviaanidanuwastiu tAnuuny LadazuInaandAUTULTININUATANE

gunscsiumeniann (Physical Agents)

3
- B0

fonszunvnanmwainsavividaduaziiaifiauaiiulalnanss au
TauA AsTaLIuNaiRLie ANNsau - ANutduda Asdaauuilasnag
ussenAE 598 uaznsyud i (Hudu

grstadiuazean (Chemical Agents and Drugs)

b
D

3
D
D .
<
o
08

?jummaomsmumﬂﬂm?jaammLafuu,azmﬂiéﬁuﬁu1nu1ﬂua1uﬁﬁm
wiinsziv Glucose tnda uaz aandiiau dfiaudindugernvinldiadunaiiy
uazane'ld uaanagas e1sn1sn way stafivvativAliufinsuduasudin
(HuRe i 151y w3a Arsenic a15dsgnau Cyanide &15dsan wia Mercuric
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salts uananiudefissArdnanasyiafinuwdauludowndan izt sy
dasiduazenginuuay winduaraasnlaasaanuiannTsvnuanaIningsy

wifanalsm (Infectious Agents)

R
]
R
D

Lﬁa‘f/’immsafia‘isﬂ"l,mvumnmzmmﬂl?jﬁﬂ fidous wunaL&nunliignunga
wadiu'lasraandan iy tiahsa aunservansanadinlaslanndan wu
wenBalfia wa Large tapeworm uanantudefiiiiafifaunatszuindaio
sav Aa 1ifa Rickettsia (ifanuaiii3e (@as1 uaznuauned

A Imeniiaufiun1alusivnig

(Immunologic Reactions)

Qﬁéun:umaa's'”mmﬂﬁuﬁwﬁsias’nuua”mmﬂéoLLﬂanﬂaauﬁLﬁ"lm‘lu
F9A"E moﬂ%’oﬂaﬁ‘%mﬂmunumaaswmﬂuaﬂmna”mmﬂﬁaLtﬂanﬂaguuéa f
navi lrtinnisunaliuuasaauadiaadNnagdidas laidudiu uananniu
UjAsengliduAuaiia Anaphylactic reaction maaouﬂaﬂﬂaaumaﬂ'ﬁnmim
uay fduduaashenaisaguaasvdadiaiasioniaauias (Autoimmune

reaction) AvihlitdiaduatIuLazaaLduiu

AMUAaUAGNIVRUEN5TU

(Genetic Derangements)

ANNAALARMIIRUGATTUTITULTIINA VinlviRnsdous AL ia 12y
Congenital malformations associated with Down syndrome #3a fianuiindné
maWugATINLIIRIUIalawIzu iy AvinliiAaTsaunvatine 1y Thalassemia
wag Inborn errors of metabolism vinlvistvnaataulenivtvaditoiiunaliiu
ouaddululradfadnd aduialIuwaya

ANuNalndaasd1saUNS

(Nutritional Imbalances)

ANuRalnRuaIRITR NS ﬁﬁam'sm@msmmsmaamom’tmsﬁaa’
TALIUURYANE LAY asualdshiuuazunaas (Protein-calorie deficiencies) uay
A3PIAIANTULARAUILNATA UaNINATU ANITNEITANKITUYALNILANAINN
Anfuilusvaardgluilaqiiu 1y aMvaaassinasaaluldangs
(Hypercholesterolemia) funisiinlsaviaanidanuds (Atherosclerosis) uazisa
a7u tHudu

nsulaaunilasnivinseasivaasidasnuiatiu

(Morphologic Alteration in Cell Injury)

[~4 s 1 v & [-% = . .
AsunaLIuuadtaanelatiu 2 svdu Aa Reversible cell injury wag
Irreversible cell injury »3a Cell death

Reversible cell injury Huarsunadunasiaduuugunseliunn wia ilu
SEEZUTNY 2R LURATILNALL Tagasunaiuiurinlilasessvuaoiaad
Lﬂaﬂuuﬂmmpmu sunsauldsunduduganiwindldnandsanndaiiiunue
1 na'lnnann&rfgy Aa nisaaaduay Oxidative phosphorylation aalulaias
vinltdaduanaseu — ATP wavinlv water influx tingiaaduaziinig
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wasuwlasuasanudinduaasanssreg aaluizas vinlviaasauiu (Cellular

swelling) daifluntsil@suntlasnmalaseasrodacsiu

Cell death (flansunaiiurasigadquusanndu vinlviaadil dauulasanni
61u Biochemistry Tas9&519 way iy auliaunsadanuau’le uazigadanaly
ign nsanauasuadulisiily Necrosis uay Apoptosis auanHauznTs
Wasuulaenalaseasd na'lnnisiia wag ununinunisldaunlaslunig
Un# (Physiologic change) wazlunziiiluisa (Pathologic change)

- asenawuy Necrosis agisuannl@auwilasii membrane aagiioluaduay
Organelles aaluteiad vinln lysosomal enzyme ‘luiaaanann lysosome
14ing cytoplasm wagtiaagaralusfiu uay frusrvgaalutaas

- mseauuy Apoptosis azsuaini DNA analuNucleus iaaaiwlal
sunsadanuauls iadasvinataauasingBuauaInnslasunlag
aalu Nucleus ﬂ'aumnﬁuwjaa’gzumnaaﬂLﬂua\hm Taanlifinu
Railnfizay membrane nava1ntu frunadidasnuantdugiugiiuazgn

AuAuleaaaddinofay wia Macrophages

asanauuy Necrosis &ulnajiilu Pathologic process wsin1sanawuy
Apoptosis &ruluaitilu Physiologic process lidaafinisanigutniiaudunisai

wuu Necrosis

Table 1 uwsaunaudnuaizaay Necrosis fiu Apoptosis

Necrosis Apoptosis
FofnsTeu Pathologic stimuli Physiologic or
Pathologic stimuli
tAnAU Many cells Single cells
WeNsan N (1) Membrane disruption (1) Chromatin
condensation
(2) Cytoplasmic eosinophilia
(2) Fragmentation of cells
(3) Nuclear change;
Karyorrhexis — Karyolysis (3) Apoptotic bodies
naswlaauudas taUfAsanisaniau flus Phagocytosis taz il

(Inflammation)
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Reversible Irreversible
cell injury cell injury
Ultrastructural Light
Biochemical changes  microscopic
alterations changes
Cell = cell death

function

b

T Gross

B morphologic
L changes

\ 4

DURATION OF INJURY

Diagram 4 uanvadutiunisulasunlavuasiaiasiiiainig
tatiuauszazai netusrdudiadl nsidaaunilas
TasvsisvaalutasannnIsfinEnanlavyansseal
Aldnasau nAaIaNIsAUSSIUAN Uas szdufinasiiiuanne
1lan (1haa1n Robbins PATHOLOGIC BASIS of DISEASE eighth edition)

Wawadaiy lussazusnnisuldauudasiiiaduaziussiuTuana wia
szaudafinnaluigadnaulnaaiaaghinunisuldaunlasnisiasease iy
damuldvialaandasaanssmisssuan daunfazsianisidiaunlasiaseasne
malugadnansaananumandasianssaididnasaudearaazlinaniu
UK TN uasuar1aluvsannsidlaundasiniialiuasdiunsansian
MENNDIIANTIAUTIIUAT LAZIINATERAMIGIAALLET muuaymuimw A3
asranunsldsunlasiAaduduradiuiaiuvdasatu dudu msaauam‘m
lun150573 wae szaza1zaInsuady ugila Coronary artery aAAUTULTIAY
inviladndudiamlaneiy dresandadamladrandasranssmisssuan
Tuszazusng a1aazwuin wiaanduiiamlamiuwiniu wefesIaLRanazwu
aulaminduiiamlage Auaavdivaisaauavidadnauiiamila

a1n Diagram 5ILLammﬂﬂﬁiﬂuuﬂao‘iﬂsoa%wmﬂ‘lumjaémwa“’omm‘?i
atduuazanaluiige asiuirlussazusn (flu Reversible injury waasuas
Organelles malutziadazuinuy 7iPlasma membrane wavigadavnadazingg
Buwvialivaan — Membrane bleb 7 rER agfinsvaauay ribosome an
endoplasmic reticulum wag Nuclear chromatin gzz‘fnﬁuﬂuﬁauugnm
(Clumping) donsilaaunilasaasaaadniiaduiuiilunaannasiaadne
Waveu — ATP fianudawnaialiudu Plasma membrane nisa3oldseiunialu
iaaiadns fanuiaafindiudu Cytoskeletal uag DNA wagzd1n1sunaLlduiy
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sytmtﬁuﬁamjauum tAu Point of no return u,shmaa‘azvﬁmsn,ﬂﬁ:ﬂuuﬂaomn
Ziuluszeuuav Irreversible injury uaz Cell death dvifulziadneanauuy
Necrosis Adgwuin Mitochondria azfimsiRamauiniiu virldanzanawdeanu
uusILaztinn1sAnuauay Membrane rasvivizasuay lysosome vinliaulal
malu waaanun Cytoplasm wastiag Organelles uag lusdumaluiuad
uananuu Nuclear chromatin a1alu nucleus Afinsul&aunilasiduduiilu 3
wuu@a Karyolysis Pyknosis uag Karyorrhexis

|
NORMAL NORMAL
CELL CELL
|
Reversible
injury ‘ Recovery
Condensation
of chromatin
| Swelling of

‘ Membrane blebs

endoplasmic
reticulum and

Myelin
ye miochondna —

figure

Membrane blebs .
Cellular
fragmentation

Progressive
injury
Mvelin Apoptotic
oo Breakdown of body APOPTOSIS
s \L —— ‘l‘-} plasma membrane
2 organelles and
nucleus; leakage
S | of contents
T s/ | NEcrosis SRS\ o gocyt
. ] : \ ~— a 05iS
x O Phagocyte —( @) of apoptotic cells
{ &y and fragments

d )/ 4 . Amorphous densities \
~— N T in mitochondria e o

Diagram 5: usavandudiunisulasuuilasiaseasrenaralunasiaadiinig

UIaLIUAILNISENENAILNARIFANSIAUDLANATAU (1u1a1n Robbins PATHOLOGIC
BASIS of DISEASE eighth edition)

AsUNaLIUAAYLAAR 13ia19

(Reversible Cell Injury)

AANsENENMIENAaIaNITAISTINAY MsuNaLILadRa lia1s wia
Reversible Cell Injury fuvinli 1) iaauinun (Cellular swelling) uas 2) Fatty
change ganduraduIud astAadiutiia Plasma membrane (&awune vi3a ion
pump 7 membrane "Lummumaomnmmwaomu ATP vihln'ligunsamiuau
nsWuLiin-aan RdNaIENTUILALLSEIAAT9Y &3u Fatty change 1fluns
uaduradgadiinanaIsnaandiiau (Hypoxic injury) aanasiie vida wen
vadduiifalnd vinlvifinsazaunas lipid vacuoles Mazuiuiluzasinelagaalu

W iad TaaunaztAnfulaadiA sdasAuiuauadduuadlaiu 6un asau
way Laanduiiamla deaznandvsiall

Cellular Pathology 2556




16

wiasuniin (Cellular swelling)

LafaauIn wia Cellular swelling Aa nsildauulasniataseasrefwuiiy
BUAULTNY mwé”oma@”’l,ﬁ%’nm@L:‘inﬁaunnvlsjmasuazﬂns (Irreversible and
Reversible cell injury) dvn1stdaundasaenannaasfonalasianda
AANIIAUTIINAT UGdLdaFLIALIURREARS Aazdusadaina'lédain
As@nefIaalal Tauaienzavndnag &uavaiunzanvas (Pallor) adenzude
2u (Turgor) way inniinuavaieyinudu (Increased weight)

ANATANBIAILNRDIFANITAUFIINAT WU maamuuau‘imu amalu
Cytoplasm auwnmjaon\nam #ABanin Vacuole S1u3usnn (uuﬂa Endoplasmic
reticulum 7Awuin) Bandnwairdona1yin Hydropic change w3a Vacuolar
degeneration

Picture 5: Cellular swelling of Hepatocytes

071 Asiuinadduunauad eI ufiaualadiu ety Cytoplasm i
21293199 &212 — Vacuole uag&uag Cytoplasm avadiiiagainia@ainiii

ANMIEARIAILNIDIIaNIIAIAIdnATautaL AR INALILLLLlia1IT
(Reversible cell injury) aau Diagram 5 wuin

- finsul&auwiladuag Cell membrane (Plasma membrane alterations)
oA nstdaundasiaseasivuas Microvilli vinlusl blebbing, blunting,
and distortion
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- ﬁmaﬂﬁmuuﬂawga Mitochondria (Mitochondrial changes) 1ae
Mitochondria uauin vinlvidnmeauzaad Mitochondria Magtiulide uay
ANTTuMaaIssUsynauItwiIn Phospholipid tilufdauagnialu
Mitochondria

- MsuengauIAWIaINaady Endoplasmic reticulum saufdunisuaauag
Ribosome aanann rough ER way anaagwu Myelin figures 4iv'léiann Cell
membrane AL&aunne

- fnsldsunlasdnwaefiniedaa (Nuclear alterations) Buwiu Nuclear
chromatin "LidfaLau

'
a

wazdLaasaiuIaiy BGuiid Cytoplasm waviu dunansinnisunatiumivinn

waztdudnwazuagigadnitavng

iaana il Necrosis

Snwarudanenianwuadiaanauuy Necrosis Aigoina iy luna
A 1) msliaanwuaslustunialu Cytoplasm waviad was 2) awiunistan
ganadiucvuadidaaneaainataulal (dvvdudtaadane wagninelu
Formalin fixation iuaraagbiiudnrazaasiaasaauuu Necrosis 16)

Lﬁaomnvmama”aﬁmaﬁmﬂ wiad Liausadnsan1nuas Cell
membrane ﬁoﬁumuﬂsunaumﬂ‘lutqjaﬁm"madmﬂuaﬂLLauﬂsuﬁuwmums .
Satguauun SHunilvauagiaulmifbasaadiuazanain Lysosome AILAXNN
aaLad Bandt Autolysis wia NnaUlmiAndsandassnEy Funin
Heterolysis anavaviitzasdang n'lsalaﬂahumowaomaaimmau"l,ezmuul,ﬂu
mmums‘ng‘h{nm dgudinatine fihadudanmlagadusuusonazidaiialu
sTETIAFUNY 21332a5I3 LinuNseatadLtaduuu Necrosis LwszAs
wasuwlasindaaudaslinaiadiioias 4 fv 12 919 udsuansIany
aulmizasndntiamilatluitan’le Wasanadnauiiamlanena Cell
membrane autﬁuamwmaimamao wanANAY F9tiu tauleiaglunating
n'suu,maamuaummsamaaL‘waﬂuﬂumsmmlaawjaanmmuam‘lamu‘lu 2
HrTuemandfiiadais

ANATRNBIMIANEDIFANIIAUSITUAT WU Cytoplasm uad Laada e
wuy Necrosis azuavnintiu tiiavann anuialngiuay RNA Tu Cytoplasm tav
uaz nsiddantuiilaniia Eosin duiiluduasduduTdsfuniiasgninly
Cytoplasm annfiu uananatuazwudn Cytoplasm azliansasinfuaaniiaug i
mllauiné Wiavann Glycogen azanlu Cytoplasm winer'ldl wazluszassaun
anaazlintsazanwadCalcium salt aun'léd 81wy Nucleus ARTWUAT
tasunlaele 3 wuu Aa

- Karyolysis Lﬂumsrﬂﬁ'wuﬂamaoﬁamﬁmﬂ Tagazwun&induuas
firdagazavasuas llinude asannlfAsenuaviau’leni endonuclease
¢a Chromatin

- Pyknosis #a nmsuldzuudasiinfas Taafndosasfieiuasfidi
Wudin iavann DNA srusifudausuiduidun (a13agwulunisanauad
rRauy Apoptosis latduiu)
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- Karyorrhexis fhndaaiiiimuasiuilungudauginkdu (Pyknosis) ag
uanaantilugiuldng

atnvlsAmugaving anaavnuaadaaTaai iiudiuaasinndos

Wasannmstirdaduadigasnanaazuantdudusrudng uae dareldlunga

Picture 6: Necrosis of Hepatocytes
031 zRuIassuae i Cytoplasm fussidinsiinigua wia

diauniaasdulnd was iedasuasiaadnaadiulvafigin
Wuaneq iautdauazundizadalaaglufitialasaudn

NAMIAAIAILNADIIAaNITAMIALIANATaY au Diagram 5 wui
Membrane vavgi2iadway Organelles \&amaunaziianwasliisatiiasdunawnan
AU Mitochondria winunawaziinsasanansuvatin i Myelin figures anatu
LURR NN ULAZTNITRERULDILARLARRE19TURLIINNY TUsAUNBaga Iwaaly
LURNAAIE

a X A -
wanssananaastuatdanaawuu Necrosis

. Walradituwiuun wia Lﬁatﬁammmy Necrosis (naraquaaasiuduiiu
Walfia) udrazwudl ansazusanenssnwniaduiinaiauuy ualaanans
uaail 2 anway Aa Coagulative Necrosis uay Liquefactive Necrosis Lilavann
fwanvinliliataanauuy Necrosis dunansedu uastinlulllafiasneiuay
WUANHUSWIAWENTINWALANEIIAULA

Coagulative Necrosis

Coagulative Necrosis L]“Jugﬂunum’iowaamsmﬂwaoLﬁgtﬁatmu Necrosis
e wiindatBasaudl wadviinsavaniwiralasesvuadiiiatiianaalilu
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stapnily 1in1ad Waanansiaaniwzasidsiusiuivaulaiseamaluaas
muumusﬂmwm 7 annns@nenalaaiiilan (Gross examination) wudniiiaidia
"l,mmummmavmamwau Winzauawanandiuibisalddanazfidfdanin
vladadnadae waznan1sdnmdliandaaanssAlassuan wuin finsaesaw
1a9lAs9asvadiiaiia’le Wesiuiilu Glomerulus way tubules weinalussi
aeliiufilindesudy way Cytoplasm fidzuy-uasidinaitgua nsanagluuy
finaziAinduateneilu Solid Organs éua du la ila dauviain'le s
AU u,a;mLm}'imﬂmmﬁgmnmsmmﬁam 132 aandiLau Lwiﬁajaamﬁm'm 5
gnaaug'la du asaitliasuae wuu Coagulative Necrosis Ltilavannniséiatiia
1§ Aslasuansie Liusu

Picture 7: Renal infarct

Gross: duzavilalavinafanma fdde uglaumndan 2 Sufaiy
rauluauannliaBialnfidaau .

Microscopy: fauiulasesisaadiilaifia’le uaiaaaidssnauilu Glomerulus,
Renal tubule uay tiatBatdgwulafiinadasuay Cytoplasm uagisadfiguag
aIaduwLdiu

~ - menagduuniiniisannnisaanuaasvaaaiias vinluanaiaelililas
tiatBiawiaaieny azaanin Infarct &ruluval nsuadaalididavagvinliilacia
aawuu Coagulative necrosis antiuinauay

Liquefactive Necrosis

Liquefactive Necrosis LﬂusﬂLmnuuwaomsmﬂmaLuamau,un Necrosis
Mavdviaasuaziiaianns finstaasaudasuay laafienalaaiaulani
ety Lysosome zadiafasiad 1y asdiiiaguadmaainnisunaidan uay/ wia
fimsdasdaralaaaulanixnnaeRddndululisennisdniay wiu msdnauily
nuav (Pus Formation wsa Suppurative Inflammation) svilusdiuuadiiianiaay
waaudanwiuzasnad .

) fotuaNglaIw? 8 Lluawdaunsuasdu Nlfvuasaualng asiui
Wadulduldauwlaaiuzaswmaidaiu uazdnihaasuaisinairlinsiaag
UsgnaumealAridaanaaLazidgntaadgaaaIaauladl uay tuadantay
Taatawg Neutrophils wag Macrophages Inuuunn
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Picture 8: Liver abscess

Gross: frunaafiaguiifinsatiauaziludl Wadausnadinangntaalsi
aaratilunasnaldaiu

Fat Necrosis

fan1sanauuu Necrosis vadiaaduaziiafialaiu wivaaniilu

o Enzymatic Fat Necrosis #a msmmlaal,ﬁallfia"lmﬁusamﬁna'au Tugihe
suaaudniudaunau(Acute Pancreatitis) tilavanntau’lani Lipase 715710
Nnduaaundnidy aeaa Triglyceride Tutaiaaludulvinaraily GcheroI
uay Fatty acids doaglidufuuaaidauluidan nanawilu Calcium soap datiu
nnsdanaaaatlan (Gross Examination) agwusitiau w3a Aauiun
6nuq (Opaque chalky white plaques and nodules) muama”lmuusam Ay
aau uanmnuumamwuumsmumaomama“[wuumuama‘lmmuuo aa Tu
lanszqn wlasanniaulani Lipase Hidngnszusidanlé wazainnisdnundie
NNAYIANITAUNU I Wadtia'lasfuszashuiianaasdonaiuaauiuaias 16l
seazidiagdiu udnaluinadaziiudutuguuywdaug dogUaiwi 9
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Picture 9: Enzymatic fat necrosis
ansd mﬂ‘lul,eﬁaa"lmuummﬂmnmsanﬂaﬂmmauvlsﬁ i Adnwouy
Wlutugamuw

« Non-enzymatic Fat Necrosis ilaifialufunatlugduuuiiasifadasiu
UjAsenasaniay unmwumwaamsmmLaunsmunsuumnmmuu ia
Wladalasiulédfiimils Bundnatnaniledn Traumatic Fat Necrosis aan
AANMGILNRDIFANIIAUSITUAT WU Sinsenavadizad ludunasiinig
angutinuluusnacina Tagagwuiiiadanidudnnin Macrophages 7
flauaiadiu tavaniiCytoplasm unuazla (3an3in Foamy macrophages
uanmnuuaumwwﬁaaanmuﬁumauq”l,m vfu Neutrophils, Lymphocytes
Wlugiu Waszaznainull wnaiadiadtanaazgaunuidiadaiialuuss
ndiu vihlifidnwasiudau vinbidusuduiiasan'le

Caseous Necrosis

Caseous Necrosis tHusduuuiiaraasnisanauadtiiatéianuy Necrosis

WnanliAzannauauasuasienmasanisinitia Mycobacterium Tasaniy
Mycobacterium tuberculosis 3a iaiaulsa

sﬂmwm 10 mﬂmss‘mnmmﬂml,ﬂm (Gross Examination) analuniinga
wagsauiuiasfila wu Wasedundang f&mdasadrawe (Cheese -liked
appearance) 13UAINENILAANIINNTTINNFUUAY Macrophages il
anEazanie fa Juauuauadlida Cytoplasm &uuwisunaunn BGanii
Epithelioid histiocytes uag Multinucleated giant cells (FotAinanniaad
Epithelioid histiocytes ana taiaanumAutiutaddrlaninarafinfad)
ANTIUNFUUDILAAAAINAIIENTT Granuloma wagwunIsaasduuuadaiy
Coagulative necrosis as9na1y Granuloma 3913031 Caseous Necrosis
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Picture 10: Caseous necrosis fiGauiiitidag

ngl daminwmdasianatasan dennihdafivdaniasadindag
AINAREILUE

Fibrinoid Necrosis

22

Fibrinoid Necrosis L:T‘JugﬂLLn:uﬁLmenlaomsmﬂwamﬁatﬁaunn Necrosis i

naaatdan SHruluaiiinanndjizenglduduuasseniaiay

*v B :}:f"::.f:‘f .

»

o
x5

a
b

.-o Q’:f .o. "o8

: . : .
INES L bt i daTe s ve ),
o, o iy - 0%% e @ e s Yoo ®
AN T A el L A Y Pl 0:"“,0& e B
o et ® ‘-‘"‘Q‘.J o W0 o W .%.M

R R ARG M I A

Picture 11: Fibrinoid necrosis finiiviiaaatdan
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wazdfiafinnsazanaas immune complex Antfsaasnaanidan dotiuniisuas
naaadanavgnunuidraiiuguuwdeiiiu immune complex uazanawu Fibrinoid
Necrosis 29 Arterioles Tugjihaanudulafingorigunseld doguani 11

Gangrenous hecrosis

]
a aa

Gangrenous necrosis #sa Gangrene Lﬂuﬁwﬁmoﬂﬁlﬁnmﬁﬂau nsalng
nsenauadilialBiadnwiunnn (Extensive Tissue Necrosis) faaiulvaiasliiu
ATINALRaAMAURIN WAy A11E wveudnrasndnadiaatdaltaantily
Dry gangrene way Wet gangrene

Picture 12: Intestinal gangrene
grunavarldid@nienaannnisunatdan agtdugedefivauiua
wanangrudndladatau

Dry gangrene lilunsdivaanidanuasiiznaadu vinlviia Coagulative
Necrosis aadtiiattiaatinouin nmmtuamﬂuﬁm Wiy uauuﬂnmmuamaﬂnm"lm
Aatau &ru Wet gangrene Lsﬂmuamsmnmamuamamnn'ﬁmmLaamuu finns
fattiasindra vinlviudnaudasamiuwes wag u,ﬂn:nnLuamaﬂnm”l,m”luﬁmau
maamnmsmmﬁam‘lm Liquefactive Necrosis mamuamusmmﬂ UHAzennis
amaummmwumwaamsmmﬂa vinliifinsdassaradiafiafiansunglrian
wu'lanifildannuadaniay Tnawanie Neutrophils
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wansznunvaaiiniiatia Necrosis (Clinical Effects of Necrosis)

Abnormal Function

Wawadwdadadafidusudsznavaasadersduma naauunida
adune wia wialBlasvnanviuiedad wia Livinu giheaziiainisusaainis
ugaInwAdinaIuu eattu asaigibhanduliaimlanieatinsquuse vinlinistiy
muavnaytilamladiudns drdaaliiaeseniglitiasna tianemla
aumm'ﬁumam vlugiu atnvlsAauainismndfindediudy afiauadiuasnia
viaiaieny WunaasdiaBiaiiony was ﬂ%mmmaLﬂaﬂnmmmommaaaﬂuu
grusavinnunaunulavdatdan dotau nsmnwsm1QLaa@1ﬂLaﬂoauao vihlviila
suasdiu Motor Cortex ifievudiuansa wiasiluiunilaiinn ueadvinlidgihe
tinainisnautidagauisy uaa auna'le

Tumensaduinu gihandandamlasnaluBbuialinnn fanaaglifina
nadin’le wia gihan'ladreladrenilvinalaadasauvinliiialaaaiau
vonne waiihaddehifiannslene wavanaladwitmdagiuisavinsunaunu
16 udu

uaﬂmnmsmmumﬁﬂ"l,ﬂum 19AsIaNIsMIRatinitintiudaudng
naINuae doLdu nsanauadiiasuasntandng "Luuwam“tmmmuaaauusa
winareduunasrinfianseualvin vinlvigihadn'ld wia asffiuneauzas
s1ldene vinliasiumuasarldusnacinaiiealy Lﬁmpwsamﬁuwaodﬂéﬁ
wia fihanfinnseavadiialdas uay Sildanaannudnaniiaaaviililafluidas

Bacterial Infection

Wadllana &9Neuundda nshialdiauuaidasingla vinliainisueayg
yanNNdULaTsAaIFLNTATTAL LU A NATTLALRaALLRZUILMRAY vinlvidaLda
JUUs9le

Release of Contents of Necrotic Cells

Vl,ﬁ'aﬁmsm‘mmmﬁaénénmﬁaﬁﬂa wafdallsfuvdataulaninnaluiuad
nauliamlaasnaaingnssudidan 1y MB isoenzyme uav Creatinine kinase
ﬁoﬂaumoavmmwwvmamaanmmuam‘la gosiunisifiaulanidonanludan
qumwu waavnfnduiamilaane (Hudiu

Systemic effects

aiadaaaziin1snavans Pyrogens aananAtuaa ol 49s8s
Aunaaznsziulisennisanidunavinlvitia’ld (Fever)

Local effects

Wafinsenavasaasdidayfiaieny wu maduaivns madumala wag
aiuilasnie asvihliiAaunauazitdanaaniiaizzdena’la ey Local
effects AazAuAUAINUTULIIUREA LR UILAILLARANE
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na'lnnrsunatiuaaviaaa (Mechanisms of Cell Injury)

aAr'lAnTINaLSua TR ANuFudaunaziAadlasdanTadu

ARULUNN msmanauawaomaa‘siaém%ﬁuagiﬁ’fu UM ANUTULLTI LAY
szazANANARALRIE via suuaivinlilad iy uananniu udanag
fadAinNNEAan by adusaafiafialaaduiasmadu Afinng

AauUaIfadIN lewana19AU ANsuaLILadtaadNAaduduNaua

wasuulasninaifinuancdr9iu devinlvitAnanuialnduadszuunaraiu

o ! e
RNV UDILURR
MITOCHONDRIAL ENTRY
AP DAMAGE OF Ca®
Multiple Leakage of # Mitochondrial  Activation
downstream pro-apoptotic permeabulity of multiple

cellular
onzymes

effects proteens

t ROS

Damage
10 lipids.
proteins

DNA

MEMBRANE
DAMAGE

PAAABAAAAAL AR ASAPS

PRAAAAASL DD ANDIARAD

Plasma Lysosomal
membrane membrane

l Enzymatic

Loss of digesbon
cellular of cellular
components components

PROTEIN
MISFOLDING,
DNA DAMAGE

Activation of
pro-apoptobc
protens

Diagram 6: na'lnudnqvirlitatasuaiiu
(sihwnann Robbins PATHOLOGIC BASIS of DISEASE eighth edition)

 waasdllain m'svﬂﬁﬂuu,ﬂ;wmafhmﬁmu‘lumaéuﬁaq% 9NNTLEU
Taa&IBNuanaA19 Y vataadine devirlvidaduiatiu

A9 19NAYIIU ATP 21asidaa laitineaswa

Impaired Energy Production

Adenosine triphosphate (ATP) Aa wauRd A LiaauAYaL LAY
SAERUARUAILURS WAy WaIU ATP ddruluaiazds19ann Aerobic respiration
(Oxidative Phosphorylation) i Mitochondria 4givauiunisavnaticagnis .
aangLau wag Glucose unvindfazendu @9 Diagram 7 uagluunegniig tdu wlla
1aaandlau 9NEITETINAYIU ATP Tanada Glycolytic pathway unu
AatusgnauanNvinlrsnaaIanadu ATP fa anmaandgiau (ANNRaUNE
1avszuun i uala anuiadnfizasssuuinatiaulfian ML1ainag Las
AaNuRnln&uay Hemoglobin) &sanmishitiiaswa (anzihaaluldaas wia
Hypoglycemia) a1sunatduuas Mitochondria (Mitochondria swelling vin14
uncoupling of oxidation and phosphorylation) wag &5 lag (Cyanide

poisoning)

Wlavannlunsvinusssuisagdavandawaeoiu ATP 19 A1svinguaas
Cell membrane a1sa5191Usduaslaiu ﬁoﬁulﬁ'\ WU ATP anadtnida 5 -
10 %uavseaudnfazRenaliitiamnuiadasinssuutasrailvavgnaluttdad 69

Diagram 7 @a

Cellular Pathology 2556




26

‘ |schemia

Mitochondrion

4 Oxidative phosphorylation

{ATP
1
+Na* pump t Anaerobic glycolysis Detachment
‘ | of ibosomes

tInflux of Ca®* l l l l

H,0, and Na* §Glycogen tLactic —» ¢pH

¢ Efflux of K* acid {4 Protein
1 synthesis
ER swelling F 1
Cellular swelling Sfl ‘:::5?3
Loss of microvilli chrotoain Lipid
Blebs deposition

- d o X o o o/
Diagram 7: wantia2iuniauanananaseiu ATP Tuadae

AafasuaLiu (unain Robbins PATHOLOGIC BASIS of DISEASE
eighth edition)

n13vinvuaad The energy-dependent sodium pump i Cell membrane
viuRaing Faianisluanas Uuas Sodium naauantingnialuidas
way Potassium luaaanmauan vinlhzaduay organelles snvquuin
wiafinsluauag uwas Sodium anaauan dgmalulgadudd Naa N
fiia AsuINvag Organelles auq 1 rough Endoplasmic Reticulum vinlw
ianIsLanaIuad ribosome aanann Endoplasmic Reticulum tAaau
Aanfnasnisaiolussiu uazdevinli Mitochondria swelling tHunaty
wneae ATP annfediu

Warnmameaandiiay adavdsullasandenutaalduuiunnsi il
aandiLau (Anaerobic Metabolism) wnuvinliidi lactic acid ua Wsuna
Glycogen figsananas uarnaluaasiiunse (A1 pH anas) Gefiuatiuds
Asvinguzadaulaiavgnaluitas .

AYsvinguay Calcium pump Radnfivinld waatdauannaiauanluaiding
malulgad .
Waadeaandiauniangaa astinnisaausuasmaluasiizanin
Unfolding protein response

lunneaadiiunse vinlvitia Chromatin clumping wag Disruption of
organelle membrane 1aganzén lysosome uan taulanifiussalu lysosome
AxznanaanuvinanadIucI9 vadLtas FAVNULUANAILAE
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A1suNatIuAay Mitochondria
Mitochondrial Damage

Mitochondria \flu Organelles AgdauiAedasfun1sasowdoou ATP
Ltazﬁnmmmﬁmﬁfy‘lunjsmmLﬁ‘nwawﬁaa‘ msmmﬁnj‘uao Mitochondria LAa'l6
AnuAIaEIe laud WaldunamnuduivasuaardaunigTuaa sy
Reactive oxygen species (ROS) nizznaaandiiau uag &y uas naninlu
mMandeniinsunaiuniafinlafiuas Mitochondria 6y Diagram 8

Increased cytosolic Ca?*,
reactive oxygen species (oxidative stress),
lipid peroxidation

V

Mitochondrial injury or dysfunction

T 4 Mitochondrial

Mitochondrial permeability 00 = membrane
transition
i Cytochrome c,
other pro-apoptotic
Loss of membrane potential proteins
¢ 1
Inability to generate ATP W
&, APOPTOSIS
NECROSIS |

Diagram 8: wafiAanliunieaideit Mitochondria
WaUAf (1irunann Robbins PATHOLOGIC BASIS of DISEASE
eighth edition)

e NTINALIUMIAARUNAUDY Mitochondria vinlwiiAa Mitochondrial
permeability transition pore uaznistllauag pore fiaggInasna Membrane
potential &9nalii Oxidative Phosphorylation anasuas waveu ATP aaav
AunsenvLdadaalunga

o ATUNALIUUIARAUNAUDY Mitochondria ﬁwijﬁmsmmﬁw-aam’/’i Outer
membrane fniné grsudaldsfuviaraufiaiatsziing Inner wag Outer
membrane 2ay Mitochondria 1uaiing Cytoplasm 1aaawiz Cytochrome c
gvaznsyauliidadaawuy Apoptosis ‘16
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Usunanaardauniatuidadsngs
Influx of Calcium and Loss of Calcium Homeostasis

waaidaufivmnymiinadluaasiumaiy dlaadnfuds Cytosol
free calcium tufisseruanudnduiienuin (-0.1 pmol) Tuaaziaudinduuay
waaLdauaauanaadiiugnduin (1.3 mmol) wasiBunauwaatdaunialy
iaasIuluaiazaglu Mitochondria uaz ER Tuanzanaianllidesninadnia
\iaiBia-Ischemia uay My lafuansiruvativvinlilsunaiuas Cytosol free
calcium tRugeliu nnnsluaaanuasuaatdianain Mitochondria uay ER uay
AT lratinzasnAatdauannAguantdad wasilatBunawaaidaunialuradi
goasvirlviamulalnsay Diagram 9

ca2+) Extracellular
; Ca?+

INjunous agent s |

Smooth ER \ |

Mitochondrion

—;!.Caz’j

Increased cytosolic Ca?*

" I

Activation of

cellular enzymes & \
R (5
[ ) 1 e ¥

Phospho- Protease  Endo- ATPase *t Mitochondnal
lipase nuclease permeability
l transition
§ Phospho-  Disruption
lipids of membrane
and cytoskeletal
’ proteins

MEMBRANE | NUCLEAR = JATP
} \ DAMAGE DAMAGE > I

Diagram 9: unuvaavilEunauaardaunialy

[fasNgIAuNISUIALTUAAILAAE (1anain Robbins
PATHOLOGIC BASIS of DISEASE eighth edition)

o AsAvANVAIWAALGaNnalu Mitochondria aznseauln Mitochondrial
permeability transition pore Liauagn15a8519Wa99 U ATP anal

e astAudiuuag Cytosol free calcium azaszguiaulaiviaradifivinlviaas
atIuundiu ‘leun Phospholipases (vinaa Cell membrane) Proteases
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(¢iat Membrane uag Cytoskeletal protein) wag ATPase (vinlvinavou ATP
AARAY)

o msfinfiuzas Cytosol free calcium nsgéiu Caspase Tauasouasifia
Mitochondria permeability d9iuazvinlv Cytochrome C viaatdin Cytoplasm
nszeU Caspase wae apoptosis

AsdzdAuaas Oxygen - derived free radicals (Oxidative Stress)

Reactive oxygen species (ROS) wlunalnadeyiivinaraiaas lunans
Ae W nsuaviuiiagannasiafl 59& Ischemic-reperfusion injury amsiziag
wA wagnsvitaneiialsataaaaddniay Macrophage

auyadasy uardunsavindiasenlans asafiunid uay asduvddldun
Protein Lipid Carbohydrate wag Nucleic acids gdoifludiudlsznauiiddeyuag
Membrane wa¢ Nucleus uanatniiuayyadasefagaIuIsonIeauaAUIaILaTaso
ayyadaTeLRNaEN

ROS fluayyadaszuataandiau 8519013100520 UNTRI IR UTY
Mitochondria uazsnunsadidalalaana’lndntinnalulgad 61519nelin1sasy
ROS meu En na"lﬂmmuu'mmamauuaaafsuwmﬂnm zfinsdvauuay ROS
Windu (Bunin Oxidative Stress dofianutieidiasdunistinwendaninengg 1o
LRAUIALAL U39 ANULALTY uazlsauvatine — Alzheimer disease Tumnne
AauAY auyadassnaitAfidsy e uedasiiavinanaialsasvguadiaas
dnLau ROS Aa&ey'léiun superoxide anion (03 ), Hydrogen peroxide
(H 1,0, ), Nitric oxide (NO), Hydroxyl radical (OH"), and Peroxynitrite
(ONOO) (ilusiu

Mitochondria
: GENERATION
Incomplete OF REACTIVE  ~ :
iR OXYGEN SPECIES \
Inflammation L Fenton ‘}
Radiation - SOD reaction |
Chemicals — 0, > Hy0, » "OH Reactive
Fe?* oxygen ),
R?m:usnon Superoxide Hydrogen * Hydroxyl species y
peroxide \ radical £

PATHOLOGIC EFFECTS OF ROS:
CELL INJURY AND DEATH
ROS react with
« Fatty acids = oxidation =»
generation of lipid
peroxidases —» disruption of
plasma membrane, organelles
* Proteins = oxidation =+ l0ss
of enzymatic activity, abnormal
folding
* DNA —» oxidation =+ mutations
breaks

REMOVAL OF FREE RADICALS
Antioxidant mechanisms:
» SOD (in mitochondrnia)
converts OF = H.0,
* Glutathione peroxidase
(in mitochondna)
converts "OH = H 05 =»H,0 + 0,
» Catalase (in peroxisomes)
converts H,0, = H,0 + O,

Diagram10: unuinaay ROSfAiun1sunatdIuaadtdas (iwnain
Robbins PATHOLOGIC BASIS of DISEASE eighth edition)
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Buainad ROS luatadviaifiaifiaduduibunanissasouaranusunsa
1avna’lndnfiuasivnialunisaidn ROS s19naaunsaade ROS 1aann
Reduction-oxidation reaction MitAaZiuluzuiunisuauadguilnfuaginenie
Absorption of Radiant Energy a1a UV light #3a X-ray naanndjAsennisaniay
(Inflammation) e uadduuasdisiaiinaze nsildausduuuzagussialu
$r9ne Ldud n1swl&auain Ferrous (Fe?) Waliilu Ferric (Fe3*) dauflustuuuii
seanluaas vinli'lé Hydroxyl radical (OHY) flusiu uag NO tavAiiluauya

dasziaunsarldauily Peroxynitrite (ONOO") wautfiendu NO2 uae NOs™ ‘L6

_ nalnrasswmeiivimindarda ROS 1éuda Vitamin E uag A (vinwiind
fufnsadvuazdudvauyaadsyinaiil) Tuseuniudu reactive iron uay
copper ialAudzan wia nsdudelustenia (wdu Transferrin, ferritin,
Lactoferrin, and Ceruloplasmin) uagiaulaninaziddsuayyadassiduluana
v ( Catalase 7 Peroxisomes, Superoxide dimutases 1u Mitochondria wag
Cytoplasm, and Glutathione peroxidase

a1A Diagram 10 ROS vinlviliadunatiuiag

« Lipid peroxidation 1 Membrane ROS vinu§#A3e1ia Lipid 7 Organelles
wag Cell membrane

e Oxidative modification of Protein ROS vin1#i1Asva319TUsiufalné

e Lesion in DNA ROS Fudu DNA wazvinaia DNA vintvinn1isuadsuay
[~
UIL5Y

Tas9as19uaziiini 2av Cell membrane Andné
Impaired Cell Membrane Function

ANuRalnfinlasvasvadInasantinnlunisaIuauAIsHIuLin-aanuayg
gsevnaluttasduay Cell membrane waganuAalnfsenanazwutiaunn
AAAUAILARFLNALIU ALY ANTANEADILARIUWLL Apoptosis

e Vil Taseas1uasuiing uae Cell membrane Radnd Léud

e Production of Free Radicals; Free Radicals w3a auyadasy luluanai'li
Avea (Unstable Particle) anunsavind§seniafiduTuanadnofaoudivinlin
innstatiuaadaad e Taaiawiy Free Radicals Niiaandiaulilu
avAisznay 1iu Superoxide, Hydroxyl radical, and Hydrogen peroxide vin
UfAFenAulasiuii Cell membrane 1114 Cell membrane (&aune uananiiu
Free Radicals &unsanseau &15Complement uhdan vinlrifinnsasne C5b,
C6, C7, C8 way C9 vinninnmana Phospholipase tiaa Cell membrane

e Tunmizaneaandiau iaiimnuRandniuas Mitochondria Vit 19nav9U
ATP aaav agvinlvinnsaie Phospholipid dviiluavddsznauuas Cell
membrane anaay
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':/"/- $ 02 ¢ Cytosolic Ca®* \\ )
; |

Reactive r/ ﬁ. * l

oxygen Phospholipase Protease

species activation activation

Lipid $Phospholipid  $Phospholipid Cytoskeletal
peroxidation reacylation/ degradation damage
synthesis |
1
‘

_ Phospholipid Lipid
\\ loss breakdown )
X products / i

MEMBRANE DAMAGE

Diagram11: unuanaavy Cell membrane san1sunatiu

ADILARE (111310 Robbins PATHOLOGIC BASIS of DISEASE
eighth edition)

e iaiiuneu Cytosol free calcium \indu aznsediu Phospholipase Tuaiasiag
utiael Phospholipid 71 Cell membrane

e nsuRufiuuag Cytosol free calcium agnszduiaulanifvinuiinfitas
Cytoskeletal aalutaad NvitlviAwgsnarasvnnundonnsalvidu Cell
membrane

e uanaNTU NMFViINAY CevII membrane a13ztAindiuTaunsean au'laninuas
Anduaavuntagaadiiatialuiulugihalsadudaaudnidgy w3aannns
unsnanu Cell membrane Lmdl,szjaa‘imﬂmo‘imﬂl,ﬂa"lasa WIAAAHNR/UDY
AfduAuzasnagaastiuliivinanatialyfaiucodluizas w¥a au
5aude Lude uay &1seiiuneniia

WafimnuRadnfinielaseasvdunasaniinilunisaiuaunissiuiin-aan
ravansgaaluzaduag Cell membraneudy asdonasanIuLLNTULRY
Hunaasasisznaunazsindawsmalulgad vinlilisunsavinuinnle
euUnf IUNINITRTIINAVIIU ATP 671 Membrane 2ad Mitochondria 1&aune
azvinlniinstlauad pore vinlvin1sasanaveu ATP anay waziinis lvaaan
uay Cytochrome C liaszaiunisanauuu Apoptosis uagén Membrane uav
Lysosome (&awataulaiinataraluiiu (RNases, DNases, proteases,
phosphatases, glucosidase, and Cathepsin) aanuntiaagiusinggaalutgdas vin
Tiadanauuu Necrosis

Lipofusin Aa }ﬁmﬁﬁmwamaa amaldn G9ldannnsvinarasliuuas ) .
membrane zasvivLaduay Organelles Tnaazwunisasauuasiiaduiiadaung
wiadnduiiaila du uay auas nsasauaadedudatiazwuannluaugeais
uazdihaannlsaiady dulnazaneansituauyadss: Taghinufianuialnfiuag
admznfivindilasanag uayda Lipofusin flu “Wear and Tear” Pigment w3a
feydnwal yasanuLdaunaauadinnie
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AMuAaUnfaasastiugnssu
Genetic Alteration

DNA fatuutasuianniy Aafisinzasswawugnssuiifiivuauazaiuau
faatusena 1aamIuaNnssIe Structural Protein, Growth-regulating
Proteins uag tau'lanisig soruilaqiuiluinsududin anufalafinasans
Wugassu usmauasnsunaliuuasaguadltad wazrvirlvitinlsaunnung
nanuuila

. ANuAnUnfuasEnsRUEATTNTILARTY a3z lasun1saiavanunNWa L
taandn Inherited genetic abnormalities #3a tAadiutaslunianay Nizanin
Acquired genetic abnormalities LLs"\luLﬂu'Vl'Vl‘S'}llﬂuﬂ'J'l fifladawindauviaraatng
Asnansavinviiinsnaawuguasaswugnssy HUI nshiatialhifaunoudia 508
fsiafiuazenunvating tiugu | |

ansnadiinuaswensanwnlsng waiienuiadntinasarswugnssu

Wy duagdu AmNuTuwsIzaIANNRalnd unvzasanulalnfuasiuifalng

Tuvihuihfimuauayls uay m’mwmﬂﬂmuummmmumLua"Ls fratfudily

Inherited genetic abnormalities mmsmaazﬂswngmumtsmnm wia duilu

Acquired genetic abnormalities a1nsiinazUlsInguAIARBALAD

ANURAUAGuRIENTRUGAIIN LvATIaTRas lliudAvaINITIARTNTI

653N TagazwuaNuAalnflussiunaigasivinu Lwimaﬂ‘s”am”mﬁﬂﬂnﬁﬁ

Windufaiaazdangainsmieadiindaiau fotfuanufalnfluseduaasiuasi

aunanadvianuradnfiuasansiugnssy laun

e Failure of Synthesis of Structural Proteins; n'lwaomnmmﬁa"hsaamo
UL Jomarvirlvitadeie ilasann daudiah¥matroyuuseiu fufonisasie
Tsfuadeuunvatnozasiuas u,mmmsmLﬂa“lasauu"msuusou"m Vil
Lnmmsr_mmmsasw'iﬂsmmwmmaah‘uu,aumjaammmﬁanav”lummﬂ 5

e Failure of Mitosis; m'ssuﬂpuwsam'a'm.lﬂam:summmumumwaamiaaﬁu
Inazieduaaduvrianiidnaainlumsiinainiunasiunnislafiaziinig
wivmLANWUNanaunuaadLAtatvsinEua (Labile cells) aguad
nsdltinAnuRelnfidudenisiinanuiuna wadlunsegn asvinlihane
IV OERN) mmﬁamuuavmaamaanmn wlavan Winldanuae Windanun
uaztnialdanci tHudu .

e Failure of Growth-regulating Proteins; anuAailnfuasasWusnssunaIuau
A19&519 Growth-regulating Proteins tatfiagwuiiluaauasiiiavanuay

159

e Failure of Enzyme synthesis; mmﬁmﬂnﬁmaomsﬁuﬁﬂsfmﬁmnﬂumgaﬁ‘m
wuleniddninsouslussasdaau v liilulsaauaddufanfidous
Alla 15an31 Inborn errors of metabolism way fhanuAnlafifiiagdasiy
Lau"lfzjﬂﬁz\hﬁ’musiaﬂ"immns]ﬁvazlvh‘tﬁmmsmao‘isaquu‘soLtazmtl"l,oﬁﬁousi
szazusng uadianuAandtiiAadasduiaulamindrdg linnn nsunaliuy
2adtgadalxazLuun wiatanin Sublethal cellular injury geainisiidsng
ag'lisunssuazainisazAaatiudanla
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AsscduaavasAaluaiasd (Intracellular Accumulation)

nsdzaunavssaaluleaa (Intracellular Accumulation) vinlvdinas
Lﬂaﬂuuﬂaowmﬁamwwaomjaau,avl,uawamsﬁaauuﬂs”nanaﬂ TaaussAdsay
a1auilu ¢is Diagram 12
o Fswuladnfinaralulaad &319eadnsdns usdnsrlunisiueualdudn
ndnihisnusadidassaenad’laiunan vy a1ng Fatty change Tueiy
o &saglunuatmalutnadlng u,m'avwnmﬂ“luvﬁaa‘ﬁﬁmmwmﬂnmaoﬁu
vinlieuadduRalnduasiinsacauuasansifindndaaluiaias
. msmwn"l,mﬂnmmﬂiumaa usgzauLilasanfianuAnlnfivasiaulanifitas
lagannanuAalndimewugnssy vinlriAansasanasansdana
e FIAMEBUAALENINETRUMBlULLAS Wasanas ausadITalanue
©)

Abnomma
metabolism

o e > o
Nomad cell Fatty bver
3 A
Protein mutaton e . .
¥ " -
e <
VA . A %
& - L
x =, M
£ e - N TR
Accumutation of
abaormal o
= =
F Y, =, @ TGy
&) &
Lack of
enzyme o
—-
| Complex ____ Soluble -9
Substrate - producks O Complex x e
Enxzyme substrate /%7
Lysosomal storage disense
accumulaton of
endogenous matenals
ot ~ X -
= saor
T £ - ) =
%y, - A ——

Accumulation of
exogenous matorials

Diagram12: na'lnuavnisdacauaagarsnialutdas (iuain
Robbins PATHOLOGIC BASIS of DISEASE eighth edition)

AsdacauaasinAaluaias

nsazaNaadrly Cytoplasm wasizad tHunaann Stimuli 1aq vilviida
ANuRAUAGNIY TAsvasLaztiniaas Membrane auliigusamuaunIsHIUY
in-aanuavtihuazussin'lé waduay Organelles MaluladaziIy uay
Cytoplasm fi&nwausiiluéidan Cloudy swelling uay dfinnsazantann finns
a9 Organelles sinvvinlvitiuiiluVacuoles Lanﬂmu"lu Cytoplasm 3anin
Hydropic degeneration (#3a Hydropic change) dennedonanavwu'lélungedl
A& ATP vidalunnelddaidauluidansi (Hypokalemia)
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AsdzaAnuay Glycogen analuwadas

Tuamezlnd tuadazdrsaswaveulugi Glycogen fotfu drfianuAnlnAvi
Falayanilvuasaurunstuauadguaay Glucose uag Glycogen agvinlwiiinng
fgrauuag Glycogen maluleiadunntiu nssasanuay Glycogen mn"tumjaaavu
anwaziilu Vacuoles wiazasineglas tuflaudy asavainuaylasiy defunis
aggauin Vacuoles vizazavineglan duasau Glycogen waallan azdasldnig
fianfLAs6IaIBN1T Best carmine wia PAS reaction ivansiadicanadazvin
1§ A58 Ay Glycogen tdaauiilugiing

Hihalsatunwiu uia Diabetes mellitus sf'iaﬁmjuﬁﬂﬂnﬁmaommumsm
euadgduuady Glucose azwufinsazanuay Glycogen 9 tasadifiay wad Distal
portions of the proximal convoluted tubules uazu1vnasvaraazwun Descending
loop of Henle uanainiuaswulinnsszau 1adau way Beta cells of the islets
of Langerhans uag aaanautliaiilale

asazanladiunaaluadasd

Fatty Change or Degeneration

Fatty Change fa nisazauuav Triglyceride Tu Cytoplasm uavizias
(Parenchymal cells) Tagagwulaadiaddy u anlnd asfinsasauuad
Triglyceride Tu Cytoplasm ?JaouﬁaamnuaﬂmnuaJLummsamu"lmmn
NIANMIEILNADIFANIIAUSITUAN wlavan Triglyceride azdufuldsfuiase
nnadduGanit Apoprotein nanaiilu Lipoprotein wdiazgnaviingnszud
t8aa 69 Diagram

ginuay Fatty Change

nsaraNua Triglyceride Tu Cytoplasm wasiziadsiu tiasainiaiu

Andnfiluwiunisuauaddu wav Triglyceride Aa

o iafl Free fatty acid Tu szuulnadauidanunndu iy NNsanaInig
(Starvation) wsa nselgiheisatuniu

o lafinsiinnsvinouzadiaulenidifinindil8au Free fatty acid 1u
Cytoplasm wavizaddy iy Trlglycerlde vinli Y5unaun Triglyceride 1u
Cytoplasm agiafaafuNINTY Ly Le3avhiu Alcohol fimanszeiutau’lani
dynan vinlnAa Fatty Change Aaddu
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Adipose Tissue

Free fatty acid

Liver cell

Acetyl-CoA, Free fatty acid

Ketone
~ 0 4

‘., Cholesterol

Phospholipids
Triglycerides
f_> Lipoprotein

Lipoprotein in

Plasma

Apoprotein
'A oprotein
Synthesis

Rouge Endoplasmic Sinusoid

Reticulum

Diagram13: na'lnn1sifia Fatty change of liver

e asdififinnsanviadufonisvinnuzacauleniifininiudau Triglyceride
Tu Cytoplasm vadaiadsiu itilu Acetyl-CoA uay Ketone bodies vinln
13u1eu Triglyceride Tu Cytoplasm vaviaaaduiingdu tdu asalgihean
aaaandiau (Hypoxia) wasHihalaianaie (Anemia)

o iafinnsa31e Apoprotein anad virlwldiaunsan Triglyceride Tu
Cytoplasm naviziadey ingnssudidanld auldua nzaallstiu uas
ialasuansieeiadu tau Carbon tetrachloride and Phosphorus ilugiu

wansantwuay Fatty change

Aognwi 13 asaeanluiuluigad ddneasiilu Vacuoles wi3a
%a93199 Tu Cytoplasm aarafu Vacuoles wia 5293199 Anwuiilasannnisazan
iaaluaias umnmanummﬂ‘lu Vacuoles v3a 2avines duilu Triglyceride
Wil asazuanufianuasdsiazauaalu Vacuoles wWia %avingg AdoLnnann
naaoaamvsﬁuﬁ'ssvumuumagmﬁ’ﬂmmummsnauwmmwmmw Oil red O uay
daviianiiiavluliaifiage hildruanunisnisviidlasduuulaficviniu .

nsdeRulatiuluinadwu'lan Liver, Heart 3a Nadengau q walunsain
165U Calories unatAumnucadnls vnaagtAusdeanlitusdlaiuaaluias
Tadusugiusng q agi3an Fatty infiltration 13l Fatty change
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Picture 13: Fatty Change of Liver

Gross: aulauasiidividag
Microscopy: (aiadauiitidiagnas ilulaadauiifizasitelzuualuaiiiaudu
iiRatarautledadlldrude tiaannnisagauual triglyceride

_asdlfifianuAndnfniquusouasdounduiindunidy vinliAa Acute fatty
liver Wiuazwu finsazau Vacuoles munatdnaaialu Cytoplasm wasizadeu
\3an31 Microvacuolar fatty change wardfnlnfiflisuuseunn Wnatrosaiiiag
war3asd iy asdinisdugsidudszan amenwiaduinis vda nslésuansie
faduunvacng azvinvitAe Chronic fatty liver f9agwuin duazindiuuasiis
WMARY NNsFILNAMILATLLLRY wae wu fin1saeau Vacuoles aunalugiauiiian
hmdaxuagtadasnu 3anit Macrovacuolar fatty change

nasazauaay Cholesterol 1i5a Cholesterol ester aatuiadasd

Tuamzlnfigiaduassranaazamuauuauad duuadnaalsdinasaa
atvLingIn uaz avldraalsainasaa tvanisdiwdiullsznaunas Membrane
aadigas Wintulaalifinssssunalugad wazdrianuialnfitiadu Ay
szaulusil Vacuoles tiangnialu Cytoplasm wavizias
o Atherosclerosis: Myuaaaldanudvn TaafinsazauuadnlaLIALAATAR
Aalunieiiulurasraanidan (Intima) TAHATWUNTRTRULDIARE
almasaa 1u Cytoplasm vagwafasnduiiadauuay Macrophage vinlviuiu
Vacuoles Lanﬂmuiu Cytoplasm 2avtAadeINa 3an3in Foamy cells uag
mmmsuusomnmumaauua LanLaginsRcaNLaInaaLTALnaTaa tu
Waaimwusauqunu nsavanzadnaasanasaa NNAU{ATENS
dnLau waznsaraNtaduaaldanlustazsanvin inaaadanudeduazan
Au'le

e Xanthomas: (Hunisazausasnaalsainasaalu Cytoplasm vasiziad
Macrophage 7fiatfialsifaviioautiiusuyutiuléd Taaunnazwulunizaaa
isatnasanlulangy

e Inflammation and necrosis: mau Stimuli ansumuvinliidadaauasd
ﬂ;]nsmmsaﬂLauml,wamammaammﬂuu vinldlinsasanuatnan
walnasaaf ldannannaaafiaeiunely waddngudiwin Macrophage
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T

CM 1

Picture 14: Cholesterolosis in Gallbladder

Gross: Anelu Mucosa 2adneinfaswuiiaayudindasunnuie

Microscopy: wuiinsagauuas Foamy macrophages Inulunnandu lamina
propria

e Cholesterolosis: msavamaoﬂamsmmasaaﬁtﬂumuﬂsvnaumaaﬁwﬁ
(Bile) MAfanalugeing (Gallbladder) Taunaalsdinasaa azdzaunaly
Cytoplasm 2a9 Macrophage ﬁoa"smmnum Lamina propria 2a9u19991ina
vinlviiudluasmiasginteduly WagdiandasanssAiassua wuais
s7unauua9 Foamy macrophages 3an31 Cholesterolosis dasUnwii 14

AsazaNaastUsfiunalueias

€
D_
D
D
D
A

- daliBunazasldsfiunaluigasunniiull v viwendanwi
waaulil Teaagiunsazanuadianangang &uuw (Rounded, eosinophilic
droplets) analu Cytoplasm naviaiad waraInAIsENMIAILNRDIANITIAU
aldnasau azwud Wanauqdng Juuw Aa wdn via W@ulalsdundslse
e AutiuLas unvasvaltazwunsasauTdsiuivnalutazuaniuas’la
flatinaLdu 3

- lunsdlgihalsa’lauvisafinsgalaldsfiuaanuivnoinilase
t3an31 Proteinuria 1y wui1 finseanauuasldsdiulaa Proximal tubules
Tudneaizuay Pinocytosis vinlvitiutfianangidng &uuw aalu
Cytoplasm uavaiady Proximal tubules

- msdzanuag Cytoskeletal protein Tutaadeu #A3un3n Mallory bodies
fordulugihetsaduannaisduiadasinuaanagas

- msagaNuay Gamma globulin Tusduag Russell’ s bodies Tu plasma
Cells . .

- luTlsamewugnssuviiiu Autosomal Recessive fisfin1sasng Alpha-1-
antitrypsin NRadndligunsavavasuialdsfiudunanaanuaniaaa’le
Juazauatlu Cytoplasm waviuasey.
oty uanaansazauTYsdulndud? tunsdlfifinnufindndlunisase

T1séu (Defects in Protein Folding) mw‘luiﬂsmumLsuaaaswugﬂswanﬂmw
Radns'ld fenalriinsasauvasidsdunfadnfdonanaaluidad tdu Tulse
Alzheimer diseases wag uvriinuay Amyloidosis tiusiu
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Asazan Pigments maluiadasd

Pigments mauaumﬂ‘tuuavuanmaaﬁ“ ferlunananauansiene Banin

Exogenous pigments ua f&519a1a519AaLas BBanit Endogenous pigments

Exogenous pigments Gowuiaaigaéa Carbon wia coal dust derlwilau
AuaIARala wasinazgndniuing aas Macrophages Maluneiu
wiala ndsanfusdrunivazldasauifialan way saminmdasfiudnads
Uaa nsszanuag Carbon wa coal dust Iu‘ummmnmmummﬂunqmaq
2iad Macrophages fitfia&7&a11u Cytoplasm (3an31 Anthracosis Tunseing
nRulEAuEnIWLIAdandl Carbon waa coal dust u1nq 1y nsdlaag
AuviuLAliavauiu Aaz'l6i5u Carbon waa coal dust IruumnALazinng
grauluiiadas funalvidfsanedaniwuavilan Banin Coal worker's
pneumoconiosis

Endogenous pigments ‘laun

Lipofuscin i’ioLﬂumuwaoOrganeIIesﬁLﬁﬂmuuau“lﬁmmsmiaﬂamw‘%a
vinae'lduasiuas maa"Lsumﬂu Lipochrome wuagWear-and-tear aa Aging
plgment Windufiafiiginsas-iiiaa uaviinwuazaulu Cytoplasm 1199
feRad (Perinuclear area) uarazwuazauInnduluggeans gihafium
a5 lungise wialsa3ase

aan

Melanin doifludindinaa-6n tdannnsudiasen Catalyzes waviau'lafi
Tyrosinase fiu Tyrosine az&3191a8 1afad Melanocyte MAUlvuazATRTAU
ag s fwilaviniRmlsfidinaa davauldinaunndfiasduuin

| ‘\‘ll}! '!|H|l’| H’lH|’IHl'IIII]HH‘HH[HH‘HI»yll

2

Picture 15: Malignant melanoma aszaaldiigautinmidag
alfiasauinndasfida avannzaduziseuiaiiiadguiain
Melanocytes &1unsa&saidlin® Melanin
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3. Ochronosis \funsagan WadAigsdonuiiasananuialnfiuaiuad
dnazwulugiheansi Alkaptonuria .

4. Hemosiderin go.fluiinfiinananas nlagannueuadduuaanian dawu
svaulu Cytoplasm 2ay Macrophages (3aini1 Hemosiderin-laden
macrophages nsaraudindufintludiaiba ‘imu"l,uun”ﬁmm,wmam,ual,na
dena1 (3andd Hemosiderosis widnsazaudindianuuinngluiiaiiavay
vinlsfinsunaiuiiaiaudnadananigls Bunin Hemochromatosis vilugiu

Hyaline Change

~ Hyaline Change azw'ldviolu uaruaniad laaldnsasuadnis

tlasunlasninsssauasduuntinliulu wia uaniad duasavnanNianaunn

siluldsfiunfiase wdu nsasauaasidsfunatugaddy vinliiwdudaul
2w v3an31 Mallory alcoholic hyaline dodatilu Intracellular hyaline tHugiu &
msa"aumsﬁﬁuwuanmaa w3a Extracellular hyaline 12u Asainisfinsasanans
ﬁmmﬂuﬂu‘tu Collagenous fibrous tissue Auwaiiluiaig via ludlasan
néuilaungn ufia Leiomyoma Alinanuiuqudd deslanwdl 16 wia asiiinng
sranasfruniiduidanidng Wwgihe Tsawnmnu viaanudugediiuuuiug
a?

Picture 16: Intracellular and extracellular Hyaline Change
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AsanauaviAdaduuu Apoptosis

Apoptosis tlunisenarasiaasdifen 4 Wanueagdaauiiinuals 4
\3and1 Programmed cell death w3a (ilu Suicide program A'lé Walzadgn
Amue Wiagniaiuvatenseauvintiaulanisdnsamalulgadgnnssau
auaIAuuastaaaaIaiv Nuclear DNA wasTustiugneqivinagluiedaduasiy
ad gavnaasazuanaantduiugruldngidanit Apoptotic bodies ivdi Cell
membrane sausauuazaalu Apoptotic bodiesazilsznaudiaAriialaauas
organellessingg ndsantiulaainadasuaziaasiMacrophagesasiiu Apoptotic

aaa

bodies vinldvinara e lifilfAzannsaniau

1%
(%

ﬁauuﬁm‘ﬂuﬁﬂauﬁyﬁammumnmaﬁa 816 AR'LA WAy wendanIwuag
Apoptosis wag Necrosis Gvatnan1saauadtdad araaztiluauangdanaiviues
Liud) Tegawizludisgyitulauasnsnluassdaulné wiailaaduwuin
anxasiAendasdu Pathologic stimuli u1vating unnsevin

dunaay Apoptosis

Apoptosis Tuninriné (Physiologic Condition) 16iunA
e The programmed destruction of cells during embryogenesis

e Cell loss in proliferating population Tuhefinsnasluasss 61 immature
lymphocytes #lunseqnusa thymus ta3ey'lianysal fay apoptosis '

e Elimination of potentially harmful self-reactive lymphocytes TnagziAndu
Aauaaan Juda lymphocytes Maman antigen dasiniludsutlanilaanas
apoptosis ‘1l

e Involution of hormone-dependent tissue Wanuagasiuy tdunns
ilRaundasuagidnul way uagn

o  MuuAIINITANIELLEauWAUMNE neutrophils fagAas apoptosis liiilagann
lifidansgeu w3a growth factor wan

Apoptosis Tun1ciiadnsnzaitiluisa (Pathologic Condition)

 DNA gnvinaradiansanadol endnmusise mﬁuquazmwmmaanﬁmu dho
aalafAnaraavtlunalauasenialaaauyaddse uafiatiaaufinlndsia
DNA uazliigunsadanuals Axznszauliitia apoptosis twsizd'litia
apoptosis LaiagasInaatazAaatiunzizelunande'le

. msazamao‘iﬂsﬁuﬁﬁmjuﬁmﬂnﬁmaoimaa%'m (Misfolded proteins) dtoiiin
AnmsnaeWusaaviuliasnng e la 11y auyaadsy LarnsREaENUaY
Tseiudvnanlu ER vinlviAa ER stress Tuiigaagiia apoptosis

]
gaa o

o Ashiaitfavnvacine Wiy MsFdudnEul Tamuadidadalsaavgnnseduls
tAm apoptosis Tatardagiiaudungnnsziulaadiahfgduadnigud n3a
1 3"unvating tdu Adenovirus wag HIV &hunsanseiulvitnadilia apoptosis
161laans9
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e Pathologic atrophy 2avifiadudau sauiiars w3a e Waviafinnsandu

wanssnTnaag Apoptosis

NORMAL NORMAL
CELL CELL
Reversible Recov
injury | el
Condensation
of chromatin
Swelling of
endoplasmic > " ™. Membrane blebs
reticulum and
miochondna -
Membrane blebs ok
Cellular
fragmentation
Progressive
injury
Myelin Apoblotie
b Breakdown of body APOPTOSIS
Jures \A 2l " . plasma membrane
\./ organelles and
“\1 nucleus; leakage
G | e of contents
. =
T k,,‘ NECROSIS ) AN Phagocytos:
] ¢ \ — agocytosis
~ S Phagocyte —{ y p S of apoptotic cells
/ and fragments

- )/ - Amorphous densities .
e N e in mitochondria —

Diagram 5: usavadudiunisulasunilasiaseasrenaraluaasiaadinnis

UIaLIUAILNISANEAILINADIFANTIAUDLANATAU (1m1an Robbins PATHOLOGIC
BASIS of DISEASE eighth edition)

ilavannmsenavasiaduuy Apoptosisazisusiudianisildauuilasi
fhlaafiau v Diagram#i 5 1aea Chromatin au(‘;‘mﬁLﬁmLaﬁnmLﬂunauﬁau
(Clumps) 1l@imat# Nuclear membrane siasnfosiaiasuas Nucleus agiiutile
aantansay ndvnntulaadsuanaaniiudiudusdruidn q Bun Apoptotic
bodies wag Apoptotic bodies aggniu 3a Phagocytosis Taaiuaadiot@ay way

aaa

=4 =l a
wiatdaau1Iwin Macrophages aunua TaglitAalfAzannisdniguuadsinig

a”msrmw‘l‘/’iLﬁumnnéaaaamssr»’lﬂﬁﬁum WU LaasasLiied (Cell Shrinkage)
§i Cytoplasm Auaadiu Siadaafinsfadlasunfudinduiidiy daunaziu
sSnwariuaanuasioiifizasiladssuaziaadaanliiflufuadudng
(Formation of Cytoplasmic Bleb and apoptotic bodies) Taausaza&iuazil Cell
membrane Ransauuag mﬂiunnmmmuamaﬂauauorganelles t3en31 Apoptotic
bodies uasgavinatas macrophages wia addnvtAagasAugludanaiidinl
tiaanaluleiad 13ani1 Phagocytosis of Apoptotic bodies
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na'lnn1siia Apoptosis

Apoptosis tAaZiuain 2 na'lnudne &9 Diagram 14 ffuda 1) Intrinsic 3a
Mitochondrial pathway wag 2) Extrinsic w3a Death receptor initiated pathway

MITOCHONDRIAL (INTRINSIC) DEATH RECEPTOR (EXTRINSIC)
PATHWAY PATHWAY
I 1 T 1
/' Receptor-ligand interactions
*Fas

—
\I‘ * TNF receptor

Cell injury Cytochrome ¢

* Growth factor and other $
withdrawal —- pro-apoptotic Adapter proteins

* DNA damage - protens {
(by radiation, Site ﬁ'r'mly h ‘ t:alo
toxins, free A ni r
radicals) effectors (Bax, Bak) i o caspases

* Protein ¥ )
misfolding ol / Regulators Executioner _
(ER stress) l Bal-2 (Bal-2, Bol-x) caspases

Ligands for

phagocybc
cell receptors

Membrane bleb Apoplotic body

Diagram 14: na'lnnsanauuu Apoptosis (1u1ain Robbins PATHOLOGIC BASIS
of DISEASE eighth edition)

« Intrinsic w3aMitochondrial pathway Hunalaudnuasnisaiauuy
Apoptosis &1unsaiin‘léiie Physiologic wag Pathologic processes Tataide
Cytochrome C Givatjii mitochondrial membrane HuTdsfiusrdeylunisnsyeu
WiAia Apoptosis uavadaiis Pro — apoptotlcu,au anti- apoptosis Goiilu
Tsfiunau BCL family ansuaiuauaisanawuud (Taaawig BCL-24eiily
Anti-apoptotic protein ua“wnnmmwmﬂnmwaow BCL-2 lugihauzisesiau
Unudavniia B cell lymphoma) uasaidunisvinoiuuas Caspase law
Cytochrome C Miviaaaanunann Mitochondria aznszau Caspase wasLi
apoptosis Tungn
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) l% Pro caspase-8
Autocatalytic

caspase
activation

1

-~ Active

8 caspase-8
1

Executioner caspases

APOPTOSIS

Diagram 15: na'lanasanauuu Apoptosis

wuu extrinsic pathway (uhuann Robbins
PATHOLOGIC BASIS of DISEASE eighth edition)

 Extrinsic »3a Death receptor initiated pathway dluna'lniaiaagwu
"me Physiologic wag Pathologic processes 1zufu Tauade Death receptor
giavflu Tumor necrotic factor type 1 uazldshiunasiuiaanii FAS fruiiazan
FuAu FAS @a FASL *ﬁoagmmwao T lymphocytes Wafinsusening FAS
uay FASL agvinlifinisnszau cytoplasmic domain — FADD (FAS-associated
death domain) feusitdindufiu inactive Caspase 8 Aagvinlv Caspase 8 iugn
nsydluLaruasiia apoptosis Tunga v Diagram 15

PATHOLOGY OF CALCIFICATION

Huanufadndduilasannnisazauussinaiwin Calcium salt Tuaias
wiatllalfia Teaunnflunaitiiasanngadniatiatfiatiufinedgnw Gl 2 wuw
Aa Dystrophic calcification wag Metastatic calcification

DYSTROPHIC CALCIFICATION

Hunisazanussinawan Calcium salt Mideduneluadviaifiaiadi
ANEILAD Tmm"l,né’uwuﬁnnﬂ‘%mmwaa Calcium TuiRaa muDystrophlc
calcification unaumm‘luummmumsmwawzjaamaLuamamuuu
Coagulative, Caseous wa¢ Liquefactive type Fosfuaswun1sazauuay Calcium
salt NudviduLRaauaINiweEanIw Band Atheroma Tuihe Advanced
atherosclerosis vinlviidutdaauasiiuudouazzinanuiangu uazdnagwuns
svaunav Calcium salt Maumlazavgihanfinedsanwnauimila tdu
Rheumatic heart disease &duasianisila - iauasduiila

anuaznynensInean Dystrophic calcification

ANNABANBINIANENEINET Taansdaudieddnsunesgiu 5
(Hematoxylin and eosin stain) Calcium salts Nazanluiradaliiattiaazliziin
Wu (Basophilic) anwrausiiuiinqdninainfisusielinida  (Amorphous
granular appearance) anaagnwuvluasuanigad §9Na1LLAAAINNINRRIRN
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AsRyENaY Calcium salt Tundnasanailunaiuiug fa nsnanailunszan
13an31 Heterotopic bone waantsavanuag Calcium salt Iumaaimmmmwua
uivgiasdudrvinbitAnnsasauaad Calcium wfuduq fure definuluiiacan
veafinidanit Psammoma bodies wiu wiasan'bisnaussuadifiaviuauag uiia
Meningioma uazuzisvuavsansasans 2fia Papillary carcinoma

na'lnn1siia Dystrophic calcification

Taavialdudy nsanndnuadus Calcium phosphate fuadaa&edunisan
wanuay Calcium hydroxyhepatite [Ca10 (PO4)6(0OH),] Mnszgn feaunsa
alanslunazuaniuad

waaidiauagsanAu Phospholipids Aiwuidugiudsznaulu Membrane-
bound vesicles navnszgnaauuaznszgndviiauiniszuia 200 nm Baniy
Matrix vesicles uslunnzniaadusatiiaifialinendaniw Matrix vesicles ‘1
AAALIUNTIRANADALRTLAYDILAASN UayAsTTiaNNttnduaas Calcium 5
Hinawnnfazvinliiianisnszdunisazannad Calcium Tundnadnaiiunniiu
Taafidunauns1g fa Buannnisy Calcium ion Jufu Phospholipids 7 Vesicle
membrane vin1%iin15&3519 Phosphate groups 1aeatau'laii Phosphatases tiwaun
JuAy Calcium uasvinlitian1sduAussndte Calcium Ay Phosphate Tuusiae
sunanaldgdhunaunsziivuinasinanitsunaanuinduaas Calcium g9
uayl,ﬂuwamanmnwanmmmanﬂ LLa”&”&mu’imuLsam luilgen wansnEn
UUIALANT AT umsavaumnmuwamuu uanan ANuLdindunay Ca®* way PO4
u,mﬂwunnmnsus}uuauiﬂsmuau'fmuaq”lukuamasamlmaa GoLAu ASLARATS
anudnuad Calcium Tuauiunsasvnsegniiu JluUsdunadrdyviarasinaiuau
Auntsann&n Calcium au Osteopontin, Osteonectin, Osteocalcin way
matrix GLA protein (Mgp)

METASTATIC CALCIFICATION

1

Hunsazauussnnaman Calcium salt AAndunalwaadwiadaibadi
flallinatnaalns TaansazauavnaNaztiatulunendidzunaaas Calcium
luidiange B3unin Hypercalcemia dauansingann Dystrophic calcification uay
A1g Hypercalcemia fiinasiAaiiiasananaudng 4 Uszans fa

e MSLNANTUAY Parathyroid hormone (PTH) siufufinisaaiauasnszgn
vdu Ay Hyperparathyroidism tfiavannitliasanuavaauwisoasads
watilavanauqniinsaswansaananatuilaudu Parathyroid hormone

° ﬂ‘]‘i‘ﬁﬂ‘i%\ﬂfl‘wEI']%BIﬂ’]WVi'ﬂﬁﬁﬂ’]iVﬁﬂ']ﬂ‘lladLﬁaﬂ‘iuﬂﬂ LU ‘luwﬂ,swao
mmaamm‘; Multiple myeloma LY msmumsomnmm Auquan
nsvmﬂmmnsvan 12U NEILEUN uzSvsiangnviann tiudu

e Vitamin D- related disorders , Sarcoidosis (ﬁw‘lﬁmaéﬁmauﬁﬁm
Macrophages nsumumsmomuiumsé’aLﬂ‘nm Vitamin D waga1eiidl
Calcium luldangedonuluidanisniiasanniianulisia Vitamin D

o aM¥lenne (Renal failure) i lfinsavauuazdsuas Phosphate luidan
VinliANN1s1ae PTH 1Aa Secondary hyperparathyroidism
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- msasauuIsanaIwIn Calcium salt Tu Metastatic calcification anaaziAa'la
e ualanunnaziAan Interstitial tissues aavifianlunsziwng (Gastric
mucosa) , la, daa, iduLlaawad way Pulmonary veins. sfiawé’uwuﬁﬁ’nmsl,ﬁﬂ
m'mLﬂun'smaatuamamnm)mﬂ atvlsfimuaneazaas Calcium salt 7
asauuunuanmmsmuaunnmysazamaa Calcium salt AAwulu Dystrophic
calcification. usinsaganuuuilnlufiann1smadiin waal1ATATIANU AL
fotdeyannarwaraseduavian u,mmﬂ'\‘sauau‘lu“l,muusuusomn 13enIN
Nephrocalcinosis Aanaanflunaliitianisvinanaaadalaauun'lé

Cellular Aging

“aspasiianyed” Andady wastiavasluld naluliizunadnicy
waNAINAY Tnsuenaunaindy i&diosala uwasliaiunainiiuly Tu'lsifagy
BuLAgI §UeNa wae nanavNAell §F55ULKNITIANYNAUNL A UYE
Lighunsantianuuauazanueald watudmniuaadanaqaadtusmnig i
ATLAR AL duAY msunmwaaLsﬁamsumnmsmmumawﬁaaLLav Organelles
mu‘lumaaamaotsam luszagusnazwufinisldaunlasidnm11ldannndas
anssAididnasau ldud suhvaasiedadiuiadarldainiéiu Mitochondria
uag Golgi gusniinenainuaia uaziinnsanituiunay rough Endoplasmic
Reticulum $rudufinnsazauua Lipofusin tudunasidanndu tHudu

flafafiAendasdu asuddiua s "Lmu,n Wugnssu a1m1s anefvau
fuadan msmmismmé’nwuﬁnummnmn"uu Grotiu msunmwamjaa L&au
unasuananmsunaiudngtiaa avann Stimuli agnvB3asvuadiuasuInaan
anee

Telomere Environmental DNA repair Abnormal growth
shortening insults defects factor signaling
(e.g., insulin/IGF)

! '

Free __, DNA — Activation of

i Sirtuin ;
radicals damage ituins Mechanism?
?
| ! di
Replicative Damage to proteins Accumulation Calorie restriction
senescence and organelles of mutations

\ 4

CELLULAR AGING

Diagram 16: na'lnn1sitia Cellular aging (ihu1ain Robbins PATHOLOGIC
BASIS of DISEASE eighth edition)

= A A L4 Q -
naufininulasfiu Aging
e The somatic mutation theory éa wIAATIN NslesuansFedidu
LIRIUIU m‘l‘nanmsujaﬂuuﬂaamaamswuﬁnﬁu Hunalviasduiaudu

wardnsuaiuiusuussasdiazaaluiiga warannn1sdanawLI
dsvannsiiagluiige duatlndavarfiagduinnii fitanauaisinin
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o The free radical theory \fuuwidaiiiendu Oxygen free radical 1nenns
fgvau free radical aunanvinlniAiannisvinana Cell membrane wagiinsseay
a9 Lipofuscin pigment Tulaiad duifinddvnanazwuazauuinluilszanng
goangy

e The immunologic theory \fuuwaaiiii waaraunatiunisvinunas
ssuuffiduAuasuebay vinlilisunsanananuuaneE1ssuIviagia
Wiatauaseuad fu &vudandaanlgvihlvifinsvihanaaadvialiiaifianag
AULAY LARAYARNRTUAYUNISLAR Autoimmune disorders @

e The error theory duwwdadendunisvitnuifanainzasizas luais
g591U56u dutliasannanuianaialunisudasidganngiswugnssu

e The neuroendocrine theory vfluwurAaiiin Hypothalamic pituitary
system vinuiihviaruan Aging

e The programmed senescence theory fuuuianiiin Aging siugn
AmuaTaawugassu tiu Intrinsic genetic program

o 1 o a -
asudaauudasaasvaraduilavann Aging
= szuulauasaaniian

- ﬂ'ﬂlltlﬂ‘ViElu ED! EIast|C|ty wamaamaamamaa Luﬁdﬁ']ﬂllﬂ']‘iﬂ BN
mawa“lmlnsauau meﬁﬂumwuwaamaam

- dwnuaadnduiamlaanae usauaariadu uwasa Filling
capacity way Stroke volume anav

- anudsalunisfuanuifinuas Baroreceptor anay G9ardvnasia
ANURITaluNITAILANANUAULADA

= szuuwals | .

- mapRaulwizady Chest wall anadtiiasann nsildauuilavuas Costal
cartilage finasalsunasuasarnalugiauinldannnismalaluneazasy
(Alveolar ventilation)

- Elasticity aavgeanana Ussndamlunsduainidaananngianlu
aaugimnalaaanazanas vinlviannAudadelugeanunndu

s szuu'lawasrnmatiuilasng

ANuaNsalunisnsavuadiauay Glomeruli aaay }
anuausalunismiuauaNnuiiunsa-aruazanudinduaainilasie
RARY

" SYUUMILAUDINNG

ANURINTaluNITnA-ARLAIAaINANLLARARY AIUAITIARAUTMILRY
Asvitduzadal@azanas sHufeni1sasransavsataulanivndiataad
RARY
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