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Abstract

Cellular injury is the process through which the cell is unable to maintain its homeostasis
in the encounter with injurious stimuli. Generally, the cells with mild injury result in reversible
cell damage and there is no cellular death. However, severe cellular injury leads to irreversible
change and death of the affected cells.
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n1suInLlduvaaYas (Cellular injury) #1894 nsruIunsTiwadlusanieliauisasne

AMe81599a (Homeostasis) 13161 1lewmdayfudansdumineg finoadunsne (Injurious stimuli) s

wadiiu lnedenseduiiamsanendunesowadluiienie léud Jadeniaiugnssy (Genetic

factors) ierielsn (Infectious agents) Uise1mn1eiiAuiiu (Immunological reactions) Uadeniena

(Mechanical factors) Ja3emn13n180 (Physical factors) aswaiifinelsa (Chemical agents) A1

laaunagnialawuinis (Nutritional imbalances) N11gnsa308nTLaU (Hypoxia) kagduyadasy

(Free radicals)

fegvesamaLasnalnnNIsinnIs U uTeLTas?

1. amzvinluangUiug (Trauma) Wi aufmgaInn1sasIvsuuau Wusu deliianig
ﬁﬂsmmsuaamfa@ia@hm YDITNAY

2. msgafnennsuauuauanles (Carbon monoxide inhalation) feliian1ssussnisuds
2ONTLIUGLYATAI) VBIT1INNY

3. mslaunsaud (Strong acid) axviliansusznoulusiuluiewdosneg vassresmetianis
Fuiaiudufoudu (Coagulation) autieideusnadilaunsaduidsaninansiiau
auUn@ly

4. aslasugmsienuealiutuin (Paracetamol overdose) aznellAnasUsznauNIg
wilfdunannnssuiunisivasuanmuesenlusianie feansieiivandasduivans
Wshuuazaslalulusiiu (Lipoproteins) Tuwadsiu auivieadduiAnnisdevthild

5. msamL%aLwﬂﬁﬁa%daiﬁﬁmmmﬁmﬂﬂamm voes1anedudunasnasiviay
wuleifideuuaiiSeusavsiinldeseanin

6. n3basussdnauszq (lonising radiation) 1y $3dend (X-rays) 1usiu azneliAnnis
aneansiugnssu [Deoxyribonucleic acid (DNA)] Ya9i9agsi14°) Tudeidevesruned
lAuN1Ie 59

TnsUnfudanisivdsunlasmensadlafnuiueg fussduainusunssvesienseduiiie
AffunT e LERSTL ﬂa'”nﬁamﬂ?%qmw’juﬁ?udaiﬁﬁmmimm%mﬁ&mLﬁﬂﬁaa (Mild injury) felwaa
dordndnsziuiiiuamelfsadifansunaiufsaindeseeniu waddldsuundunuuife
annsnilunduuiduunflalaeddslivsngmamevensad dufennisuiadureasadviaii
“Reversible (Non-lethal) cellular injury” TagaziinisiUasunlaswensadiiudnuazladnvas
Mﬁﬂéﬁ’ﬂﬁlﬁa Cloudy swelling, Hydropic change (Vacuolar degeneration) 39 Fatty change
ynwadfiinnsuiaduiisadntesluneunsn desnlduasnseduiviliiAansuinduogisunss
11NB9IU (Severe injury) WieiwadlasusnseduiideliAnmsuiaiuetieuusidauduaniduae 3
L%aéﬁLﬁmmimmL%ULLUU@J%L%wzjﬂﬁmwsuamjaé (Cellular death) 1ae fsusiinazanmsafidnda
nszduiuaimaliieadiinnsuiaiiuegegunsitaiingssorusnyeInszUILNINBYB LTAGLET
fonu wadmanidfldannsoflunduuifumadunildiae Sadennsuindureseaditdnvus
suLsUUHauAnN1IN8TEad 31 “Ireversible (Lethal) cellular injury” daaddilézunis
mfﬂL%‘UE}EJ"Nqumwzﬂﬁ'mgﬁﬂwmzﬁwialﬂﬁﬁa Pyknosis, Karyorrhexis, Karyolysis %38 Ghost

cells®?
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oflamndsnszdunoliAnndunsioroiaduuuFosauslisunss (Chronic mild injury) n13
WasuulamongadiiAntuargninogluuszian Reversible (Non-lethal) cellular injury usileada
Usingdnuagiunndialuainiinalidieduie enainnisazauvesarsanag aneluiwad
(Intracellular accumulations) léSuuinduiiu wu anslesdu (Lipid) a1stusiu aslnalaiay
(Glycogen) w3833ATmg (Pigments) 1Jusiu ‘LuﬁﬂmmﬁaL%éﬁié]’%’ummﬁuLLUUL%@%JQLLGM':;uLmﬁ
pinnsasuLUasiBend1 “nsuFudivesead (Cellular adaptations)” Gﬁwzﬂsmgé’ﬂwmz
funnisfusarelifie nisdavavivad (Atrophy) nisiiuvuInvawasaulnginduni
(Hypertrophy) n15suTIuIUYaswas uInn31Uni (Hyperplasia) n1sivdgurinvasoas
(Metaplasia) w3anssasaniuinagrdnuniveuvas (Dysplasia)®
nalnnisuialduvawag >

dsnszduiinendunerewadazdmaliinninlasuilasing veslaseaaazuiniives
\eviuead (Cell membrane) lelanatady (Cytoplasm) uaz/viedndea (Nucleus) vadiaadi
#SuuaLiuti
1. mswAsuuasiifesiueas

— Woruwadvhmihilldliauysal Fsenadumannavadife nsvhatesruuninitlessuy
(lon) Wi luwaduagnisiuleseusenuenivad (lon pumps) vesiderinead nsvianelag
sruuifuiuressenIy ‘vﬁamiﬁwmsmﬂmﬁﬁwﬁgﬂﬂéaaaaﬂmimaLs'??aLwﬂﬁﬁaﬁa‘[iﬂ

— nsdnvavenderiumed Tvoradunannangdiie gl nsvianelaseyyadass
wsen1svanelaeussiueedaluda (Osmotic pressure)

2. maAguuasiilelanaradu

(%

—  N13AYINNTFUINNTNAIUE3TN Feeadunadinanmsiaiifie nislasuansiiviossuy
n1sn1gla n13ensesgesiuu (Hormone) NsuinkAaualsnignsnseauleadinig

LY

WIAuln (Growth factor) isensdaasizilusiugnyilingavedn
— nsdurmlunsaiadanurensed fsoradunannawmndsife niendosoaniau
auAnundlunisyiaiuvedluTaneulnds (Mitochondria) n3eniznsesiinianglaa
(Glucose) Tuidon
3. mswasuuasiidundea

(%
v aA Y v a

— nshangasiiugnssy (ONA) Fsonadunaainanvgiilfe mslasussdnadszy nslisu

a

gaiiuntn (Chemotherapy) vivensvinanelageysadase

amﬂsﬂmummwa‘wwaaLLaua'lﬂmwaﬂauuﬂUanﬁLﬂﬂn'lsv'lmawawuaaﬂa “N13VI0
\dentannzil (Ischaemia)” GzNLﬂumafu’mmwumamiamﬂu%maamLaamLmelﬂLamLuawdu
dhusneg ¥e9319n18 Fufinnngnieseendiauiiagluidsailebodumedonaenienuniiiiunie
gafuty deunisvhanuredhilnrouaiefasunnsemiousunisanadlunsndnanslindsnuun
\ad [Adenosine triphosphate (ATP)] $3ufuiin1sa319auyadaseeandiau [Reactive oxygen
species (ROS)] Srurusnntuunlulslnereunds 81 ROS widrdlazgnudessenunainlulnaouaie
waginariolwadiaiie

Volume 1 | Number 1 | January - March 2019



Asian Archives of Pathology 4

(1). \Aansguaunisefeandinduvediutiu (Lipid peroxidation) Mdevuisad auyils
lassadauazminfiveaderuwadgninats ndeufuwadinisgydenndisnalu
naeuniiue Tnfsulossy (Na”) axiirgwaduiniu Tunaidoulessu (K) a
gnduoanuenwadiiiutu Wunalivosussiuesaludagsiu tdnddwadifiuun
Furuiieatu Linn1sveefivessisumeulanatadusidnneu (Rough
endoplasmic reticulum) lslulgw (Ribosomes) dn1sueniagnsyaedioanann
Sraumeulananaduinniy uazvuinveshilnneussefazuanlnaTusae Saily
wadinnsuaNkULEsuNdY (Acute cellular swelling) waziawalngtutiuies
dlovnidedeilwadinisasunvassenainundiend Haematoxylin uag Eosin
(H&E) wazadnendasgansmiasnuin nadsuutadlussezuantulelananadui
SNuwzAA8NIZINRTENI “Cloudy swelling” LﬁaLﬁmmimmﬁuﬁ?jaﬁm%aé
Bunaiuuannty ihild-avadlulslanaiaduauidnvaradronsvaniidufios
sausiu Flidiulelananaduiisnvanlutesilanssnavvadnuiiounent
I71UIUNINLTENIN “ Hydropic change (Vacuolar degeneration)” 1agn1s
Wasuwlawisdesdnuagdanandiuannsanuliveslueadidoyrovndiusy
wentgla (Proximal convoluted tubular epithelial cells) dlosaniluadfidly
Tnneunioogifusnauun wieuiududiuvesladvimihiundigalunisgadu
thuasindeussineg dewuiu fafudedannenadenludssiladadungualy
A11150NUNTUA B UL UAIRUY Cloudy swelling wag Hydropic change (Vacuolar
degeneration) luwadideysanannlsestiues®”

afladlelslulaaiinsuonuanszaeeenainirsumeulanataduuniy
oy myaslusiufazanas ilinisvudeanslalulusiu (Lipoprotein) sanuen
wadhananduiu Sufinnsazauvesansusznauluiu (Lipid) sganglulelananady
1ndetu Tnsanizansussneulvsurinlnsnawelss (Triglyceride) Wetdeiinng
aganvosansUsznovlusiulumadiogienddrasfiududindes dillilo
LﬁaLE“Jaé’aﬂdfnmmumzmumimaﬁzgsu"?‘wm (Histology) Tefadldeansazarie
uoa (Ethanol) w3elefiaueanaged (Ethyl alcohol) Lazasazaiuledu (Xylene)
agshlansUsznavledulueadiugniiliazaisly denndeduiededitiu
nsrvIUNIIMNlyYIngseuTesuaindoumed HAE waggaiendetanssall 9y
wulglananadufidnuazifutosinglansinay (Clear vacuole) auialug dsazna
Lﬂamﬁamﬁaasuam,szjaa‘mmﬁﬂul,t,wmLLazgﬂmé’ﬂlﬂaQ%ﬂamaumaa‘%mﬁm%ﬁa
Bunwaditinisiasuulasdnwarin “Fatty change” Tnoiwadasidnuazadie
LR3IUMSIT (Signet ring cell) Midwadlusresmeinunisiddsuulasuuy Fatty
change léUaeignfeluadiu esannwadiuifsateatiunszuiunmsunueady
vadluu (Lipid metabolism) afisnisidsuudasdnuariifauisanuldluad
nénaniderlauaswadifeyrevndiuduresmhelatuiu ufnszduiniuniaida
Fatty change Tuwad@ifianmmainnisuindenanisisnnuteslusadnduiile
Wila dvsuwadiuaziinnisiudeunladuuu Fatty change IuﬂiiﬁﬁﬁmqiﬂLﬁu
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USunaunnegrdeariestunataiiiow niailunasgrudsundudesisniglésu
ansfiy LU @15aza1uAIsUBULARIIAaBtIA [Carbon tetrachloride (CCl)] tusiu
drun15Asuwlatiuy Fatty change Iumaéﬁaqviaﬁmdauﬁumawmalmﬁﬂ%
Anannslasuasiiwdngsnanieiuiguiu®e?
nsnuresrislansananlulelananaduvesvadorafunaannisasauvosin

v3oluiuluwadild f938nsigaiindodoffenuinuniiudunasinnsasay
vosmsolutuneluwad sxdeuhduidean (Fresh tissue) vouioifasnanitlsl
iuntsugluaisazatenodunau (Formalin) uasnszuruniswiouiioidensiae
Anen wvhnsEntuiesedtutudc (Frozen section) uaseudedessdisale (Oil
Red 0) Wilpthiiloibofiinunisdinuagnisdoudeidfnanudunmagiendas
Qamssmi vnansfiazaveglulslamarafuveswadiduasluiufeziiureritmse
nauluwadiuinauad®

2). Aemsaudadasadwedlusiufiaiduneluead (Protein modifications) au
ALNSUANGT (Breakdown) wielianuiaun@lun1sdiuiuda (Misfolding) ue4
Tusfumaniu Failugnisgndenthivessaduionsnmeveusadluiias

(3). Ann1sianedewe (DNA) audnludnissmean (Mutations) Wunaligadiinis
Wwsaivlnegslinuninaznaeiluaauzids (Cancer cells) 191

Fonauaiurensadfnuintuedisdeiiios ndoufulimafinseiuresanuguusiveanis
vidudnde Taslamenmsuaiureneadidanvnunainaendoseond nuiiegluidsaioide
Asnamanslingdsuniinad (ATP) favanasdesy fedugadilasuuiniuinanidsedondia
NSTUIUNTAANEEITOINSTERUAS (Cellular metabolism) fhedSlnalalada (Glycolysis) witelvile
nEsufindusnwefuaudiosnisveneadlusasfiianisuiadutiues winsedufiniunglea
(Glucose) Baduansensusziamensluleiasm (Carbohydrate) fiazgnaanslneteadsne Tusname
wielhAndundanudmivi lldtundsunssuiunsianuseasad Tasunfudazgnifvazaue
melulslnarafuvonsadluguuuuvesasinalaiau (Glycogen) demniilowadiildzuuinii
Aanszuaunsinalaladadiunniu Uiinuvesansinalanufiasavegnielusaddufiazanasly
5e8 1esangnaansldifunglaadensyuiunisiumueaduuuulsidesldoondiay (Anaerobic
metabolism) iiesiundanuliuriwadluvariiianisuindu Fduansingfiveseadiinai
ﬂgiﬂa%gﬂmﬁaummammm (Lactate) [a150utiusveensauania (Lactic acid)] TudSinadtannify
nifwadasdaldvudenisaiieiu arsuamanfiazdeinsegniglulslananaduveswadiilasy
vy shlsiendiey (pH) meluwadadienudunsamniu dmalfiAansiniznduiuvesiasn
fi (Chromatin) lufiuadea® ethidaderifimaasuuamessadludnvmezdindandoudod
H&E uargiendosganssmi ssnuineadveniedemaridvundnas lelananadumndvumdy
11nTu Fevesndefiaunsadiunisindveslelanaradudududuasldiduiu (Acdophilic /
Eosinophilic cytoplasm) ﬁm%’uﬁ’mﬁamaaLezjaa‘mehﬁﬁ%amﬁﬁﬁL'wai’fmm%uau@La:ﬁaulﬂuﬁﬁﬂ
(Intensely basophilic nucleus) Tneidonnsasuulasweseasiddnuasiomaii “Pyknosis
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(s10Fwrur9mmsifeud lun1wInSnaesd i #1397 pyknono wiad1 Flvdudu uaze1d1 —osis
uva7 nrazlaung)”®
Tuwaduni uraenlossu (Ca?) anihgwadluvSmnaditosun Weuradelooousinide
wadiinluglelananadundy vnduazduiulusiuudgnifvasanlifissmeulomanadauazly
Tnreuine uraidenlessudiuivasazgniuoenusnisadmenssurunistediesendy ATP o Lo
Fuadiu mnifanisuinivrestaddeamglafausuilugmaianssuiunadefeonfndu
yoslusfuiidovunad Iﬂsaa%mamﬁwﬁmmLﬁaﬁuL%aa‘ﬁﬂumﬂﬁwawa uaﬂmﬂimﬁaﬂaaaumvﬁﬂd
wadinntuagluunadeslesauazgniveonuoneadifiniuuds wadoulossuftazdduadifiu
wndulagriudorueadfigniaisdudeduiy wnssduresweadoulessuiiingiuaddud
UﬁmamqamummmzmumﬂmmaLézjaulaauaaﬂuaﬂLéuaafﬂzmmsamamlmmmw LARLT Y
loveudaselegmelulalamanaduaznszdunssuiunisineg suluaderowaddsiine®
(1). Annsnszaweulydvealnlawa (Phospholipase) Wuwalninisaaneludiusin
woalnlaln (Phospholipid) Fufhuduusznevvenberuead fiuborusadis
Qﬂv‘hmamﬂﬁu
(2). iiansnszdueuledliusiiea (Protease) WWunaliiimsuenasdusznovvendule
TWsiuidenlsstudusunite@ulassmeasad (Cytoskeleton) fatuadas
Annsualdiemniudelunfenleseunazindduwadunsinnisuiniures
LG
(3). ianisnszdueuledioulaiiindiea (Endonuclease) iunalvidinisaaialasuiiu
lutluadea
(@. iiansnsgdueuledlusiulaiua (Protein kinase) Wunalvlasunfuluduadead
nsuaninifudiugos (Fragmentation) wagioulesiddanoliifinnisfiuny
Woaln (Phosphate) asuuansusznoulusiiunmeluwad Jevlifianuiauni
vodlassadauazniifivediusiumaniiyu
naInnsnszRuNsThureseleioulnihedioanssiusiulaasinandediud e
dodeiiinuiniuresvadedisioifios nioufuiinaiussiuresnusunsoamsuiniues
\wadBndne uviin1sdeudied HEE wazgiendesgansaal axnuineadvesdadetiuonainagd
vadnas Telamanadufndvuydu/Aunanntuud Tuedsavensadanifsunnoonutubn
Futios Tnaionnsasuudameasiddneuesiimunisn “Karyorrhexis (3AWY1991775
Wourluniwinsnaessife #137 karyon w1 TuAGea uazA137 rhexis 4Uad) n1susneen)” B4
doweuledieulnindeaualusiulaadesaaelasunfuluiuadeamniuilas msaaeves
Jumdeatasasunnnsunidutudniutosnaneuifuumnasdondudagng dudense de
woshendosganssemifniudufionadng fhdwadlusedidlelamaradufnduumdu/Auns
TneSonniswdsuudamensadiifidnvasdain “Karyolysis (s1nAwra19mn58eud lun1v
n3naeisIfe #7197 karyon a7 TuAdes uasA191 lyein uUadl nIsuen)” efamsiiwadudn
ATP anasidesq laleleufazaany vantu wiauduiinisUaseeulainqulalasiaa (Hydrolases)
gonanlalelen auviliAnnisgesaansfaies [Autodigestion (Autolysis)] FeuBadTLiSULIAITU
tfu Tnenoulwiifignudesoenainlalelan (Lysosome) agvinistosiassadunelulelpmataduves
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g (Organelles) TndsiuaduaiiunnaziBoaidudadng dufe suluflaneadiiAansuiadu
uarfinsdsuudasnuazdtoinfunisnevenead (Cellular death) agnautiuou ieguuadiid
smeilfendosansataznudt wiuiossuiniuvensadidlelanaradufnduumdu/Aung
whity uallsiuluedeaegaelueadiian Sonisadinouduasddnuuedsii “Ghost cell”®

winsyiuftmudledodelafnmsuniuegtsguus swiliwadludedeidiignssuiuns
MYV UTAALAD 1ABIY Wumaauaﬂwm Wuuu PyknOS|s Karyorrhexs Karyolysis %138 Ghost
cells wanduuiludede 1 GU‘L!E’JEJﬂ‘U’NLLG]@uUiL’JmsUENLuEJLEJ?J‘L!‘ULﬂﬂﬂWSGﬁEJGUE’NLGZJﬁaLL‘U‘US’mLi?‘Vﬁa
wuresdudesly warrnsiiidodounnmadusadimewdhdeglutuneuln fuduilegde
ndesganssaiashisuiufazdomuin wadiineudveaiadeiilasuunduesssuussinanedu
Ghost cells T

n15u1ALivaInnIsinadauvasiiann1enaenisvinidananizi (Ischaemia-Reperfusion
(9-12)

[njur

dlaiansuadenluidsaiedolafinu ssdelviinnnznieseendauseiadotunioniiy
msanadlunissdn ATP dufuead fuueadvoailodomaiagduiiunssuiumsmnuedtuves
waduuuldldeondiou ifanisaduansuaninndsdnsognielullananaturensadilafunimduiiy
virlsian pH neluwadezdaudunsauniy fidueadisdesinuinnesissmadenisdy
lelnsiaulossu (") drufusenuenisad uavinlufelossufuueadoulossursingwadinniu
FsaziRenaidesiowadsfinanudiluinde “nalnnsuiaiuvesead”

denaenidenuasdninnisfiuvionisgatuldsunisudlalinisluaveadeandufuan
pondaufundidrgwadifindu lfiwadamisadniunszuiunsuaueddusuuldeandiay
(Aerobic metabolism) lalduwfis n1sassansuanmnizanas vilie pH nelugadndugruns
oghdlsimudentilnansuidnundnadeiuldiheyyadassandae Tavoyuedassmatagnseduns
Davostasiiieruduluradlulnneundsdaiondt “Mitochondrial permeability transition
pore (MPTP)” Bawadiieglunizuniides MPTP dazgninogmasniian ifiodes MPTP gnilniusn
witliAnmadsaunalunssuiunisaing ATP vedlulnrewnds ftueadisgnihaneiiuiudn
pdshuffunamvhanedus neyyadassuaznuanidenleoudasedsiingnudluiade “naln
nsuaiurasead” unasiiinveseyyadasylunsdiiuenanumdontuidenilransufiudnads
W& Sranunsaunldnnsassleewadidadenuuiaidilnsila (Neutrophils) iuwdeusunseua
Fondslnanduniiues eflsszuugiiduiureastamenuuneundisus (Complement system) 73
wioufunszuadonifdudniafovilsiivisvhanewaduiniy

fegsvesfiheiifianmisitosnisuiniiueiad 1oun fuslsanduidelansedig
LR8UNaU (Acute myocardial infarction) LLauNU’JEJﬂ’]’JuLuE’)mJ@WﬂEJLMG]SU’]ﬂLﬁ’eJﬂ [Brain (Cerebral)
infarction] ‘vﬂm‘umﬁLLfgﬂ,ﬁuLsaamsmumamiammawaamaaﬂLLmawlﬂLamﬂammam‘lwsama
Ay
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N15UNALIUYDIYARAUIINEISLAL]
Ingvalunalnnisuiadureswadduainaisindiinavesuremeannnduinainaisnd 2 4ile
Jfe ansazany CCl, waransazanuwefianeanaged Ingwdasnenalasuansazatvansviatunnsiuly

Tusvezusnavilidedonazivadsuinnsiiasuudasiiiionin “Fatty change” fafinanudlu
Wide “nalamsuiaiuveaed”

Tuafinansazans CCl gnldifuhendnusts witagouildldarsazarssiindunaunuudy
femnansazans CCl neliAnnisviansleleu (Ozone) lutuussernavaslan feduansiaie
grlflamzluesufiinmsideilofnuidesnsuimduresivegiadounduainasiadl (Chemical
induced acute liver injury) witiu*'® iiaansazans CCl Wihgsnsnisaggnivdeulnsiouleilsle
TAsUN 450 (Cytochrome P450) a1n519untaulanatadadusinlisyu (Smooth endoplasmic
reticulum) Tuiwadsu Inaneiduasoyyadasziidon “aaslaiufia (Chloromethyl)” Gsagyinly
Aanszuaunsieseendinduvedluiuiiderueadvousadsiu uaznaiudeuuUasmngg veseadi
pasNIUAaNIIevesadiufinandaduluhde “nalnnsuiaiiuvesad” tules

dmsumsuinduressadsuduiiesannisléfumsarasiefiausaneseduniiulutiusinmy
Igeslufiifng3oss lnsiofianoanesodazgniudsudundadueadiufiomsduoonuonianie
uinsBsunlasiasiinanseyyadasziuinds deansouyadassiaenolfnnssuiunindes
sontinduvedluuiidovvadvonvadsiu uarddunisiuasunlassiieg vousadiinuunauiin
nsmevedaaAuuiu”

nsunuYaLsagaInisdnaysy

N13bsUSEnaUszgnelmAnNITUIAEI LT ALAATIINATATNINEoY N1SUIAIUTAERTIY
Junaainnisvirans DNA Tullundea dvsunsuiniduvessadlnedeniy Sidevinujisenduing

[
a

sglulaglananaduveasadudiiinansoyyadasziu Jaennarseuyadaseiintuiliazyiate DNA
Meglutmdvatuies lnailiaiiovassuneilidenisgnyatemessdnedsyy laun aibaves

3
f@a

FEUUMAAUIMS lunsegn senunnios warsily allilladevesiseuluassandaulinenis
gnvianemesadguiu®

o w a ¢ a 2.4
A19UNSUAEULUANYBUYARIBANNITUIALRY
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