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a i v 6 1 @
LL%'Jﬂﬂﬁ%g']%LﬁEl'JﬂiJﬂ'\'iﬂ'] gUddtranaenauseuy

A a
wew asseiy
MEATINENTINEN INENSUUNTENERTWIAINNEN

NI

M5e18 (death) 3Nl NEFIEINIYIINMIUATMT
dsamnudmsumamisesivlassuvsuiouladio
sruumamela uavanes’

Taenlinsemeansmad (cellular death) &0 m3iden
ammitldasnsondudugdammund g lumhifsniudmsy
mIiTinagmoaras lasiawemandasnsnasmunizad
[adenosine triphosphate (ATP)] LLazms%fﬂmm’gsﬁﬁma
5’3&1‘1.]@5%8?%@%%%%%5 (redox homeostasis) aune W
Rengaydunnusaysoizasmad Wi magushuldaths
anﬂmlﬁ'aﬁwfﬁaﬁ (permanent plasma membrane per-
meabilization) %38 MIUANEA UDITAA (cellular fragmen-
tation)’ ednmaizmIuAelasanameeaTadTiAams
metsazdinlén fumsnlAssuassuiannmsinaidy
Yairadaind iasnsaiundusniumadind limeversible
(lethal) cellular injury] ﬁw,aa %@ﬁmﬁmwawﬁaﬂw aﬁfﬂﬁ
SunM “necrosis’™®

AWSUMIMeRsradne NIz UY (apoptosis) AKEN
NILLIUNMIMEBATAAMNENITM I UL Fivasame
ﬁl,ﬁ@%ué'?m@iLﬁaﬂ%@ﬁadauémm%r:y@uimiumsﬁ (embryo)
auﬂssﬁﬂwﬂmﬂmj I@msxmumsmmmLﬁaéﬁﬁwﬁgn
muaNeBufie TN mSUaiumahiadeold
waun wadehe vosemelidosmsaneely wadiiv
whifend veemwadfissnsanosuamusoTme Hoil
Lﬁa%nmmwNamaizwimﬁm’mmaﬁﬁLﬁ@ﬁlmiLLaza‘hmu
adTimEvasamE afhenT) “apoptosis’ SMETINGWS]
naNMENANLaT) “anasn (falling off)’ 9enal3ey
eiululmgessmnsldimarmuana wnfinsanan
fMatuneIaIMIMeIasraane N TIuIEUY (apoptosis) &1
navrhadu asduldhnemessagadaiiatignime g
SnusTTNINGYRITMEiies FataideniEen apoptosis N

7-14

i) “programmed cell death” Aneay

navlnn’mﬁm .'=1poptosis4'15

MeERANTASIUL apoptosis teauld 2 33de A7
mulwsaidlulananese lintrinsic (mitochondria) path-
way] WaY IDMEUINSEINGISUMIMe [extrinsic (death
receptor) pathway]

Samadluhmensrsunmedosallafe (n) Nam3
oaunauastlssnoullsfuiinssdumaesyiivlavas
8a (growth factor withdrawal); (@) WeMTMALYa
MU [deoxyribonucleic acid (DNA)] umelu
wadiiinsannmsassed (radiation) mslasusmsRe (tox-
ins) W3eMINASLIBITARNNEULADESE (free radicals);
vo (0) Remvsvasmadistuiignifuaudishefialng
(misfolded proteins) s wnusnn luouwnonlananads
[endoplasmic reticulum (ER)] PDITAA 5%@@@3@%]1?1%@
maﬁu‘qmmmaamLLazmjﬂiﬂmaamaqﬁLﬂuwamnnﬁ
1esulisdumaoan (prion diseases) %@damﬁiﬁﬁmmﬁ@
1nfioehegusslumavhangas ER (severe ER stress) 184
wadiion Toessnammesnaminsduazna lHiRan sz TS
MEYDITARULL apoptosis fumMInsedn “Anmeluvie
Atlalopowede Jodunmanouamgulstuiionls
lelonanatnvasaad Ieun lsdutiod (Bad) lusdudled
(Bid) uaw et low (Bim) i naalustumaniidu
ShsusmaAeuiaasiidenanitasueTusfiudion 3
itk (BH3-only sensors) awnsegumminaadlyisffiod
asufanudunanzoslalnnameiy (Outer mitochondrial
membrane) (oun lsfiudiown (Bak) wae lusdudioen
§ (Bax) Wtusneriiaitinaylundalistuassnaiduas-
2 (Bcl-2 family proteins) yshidnhmaAe apoptosis
saqaaduasiiautsnaudulysdiudios 1 BH1) lsdud
\87 2 (BH2) waslUsdiudiey 3 (BH3) Fe5unlusdin Bak
wazlisfi Bax 91 “multidomain (BH1 - 3) proapoptotic
Bcl-2 family proteins™™® I@HIﬁiau%d@j%ﬁﬂﬁﬂﬁ%mN'm

nrEsuwngnnsLn 7 72 alfufl 2 wwen-Agwen 2662
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witinslulamaast (mitochondrial permeability) (s
3N awduna lusdulalalasnd (eytochrome o)
4 4 a DA e 2 y "
smagummnmzmmLaaﬂqmuuaﬂLLazmslmJaqvlﬂmamma
(mitochondrial intermembrane space) wazyyTAduG
Sudsdidnasanlunssumameylassuiras amssean
% a FZ2) =)
mmﬂwuﬂﬂmmumamqﬂ«ﬁﬂmwmaﬁm (cytoplasm) U84
¢ v o ' A U o . AAA
AR LLammmqﬂﬂimmﬂsu (adaptor proteins) N&TN
“apoptosis protease activating factor-1 (Apaf-1)" Ml
< & A A Y Aa
lelomanada naneduensszneulistiudedounia 7 wan
(seven-armed complex) antuanTUsenaulsfvananlas]
wnaila-o Nfevinamalallé (procaspase-9) Sk 7 INLafga
(molecules) ALALLANTS 7 TosanTLsenaulsfaEeanues
1 1% U a [~ a dl a 1 «
nandsdwmAniuanssznaulsfunizanh “azwanlnlas
(apoptosome)” %3 apoptosome Sz FAamyLaen pro-
4 Ao o & ¢
caspase-9 YN 7 134LaqamuagmﬂmmﬂmauvlfﬁmLmﬂma
A . | o ¢X 1 v a
(caspases) fiansnsavnasio e Toawwlsiine haams
, 5 o Ad v @ d g .
Gma;ma@Laﬂﬂﬂi@mﬂmaﬂmﬂmﬂmnLmeaLﬂuImammm
183 (breakdown of cytoskeleton) SawfunalmAamsnse
% 6 a a o v a
@;maﬂsﬁmaﬂ@m@maa (endonuclease) aun l¥iaALa
Jp9aaLanaandudane (nuclear fragmentation) %4
ﬁﬂﬂzjmsmmmmﬂuﬁq@
ém%fumsmzéj%msmmmt&ﬁaaﬁmu apoptosis @78
AAMEUANEINNASUMINE” Sisnasietwin adad
] A A o U 6 G A A A ¢
mmwwmﬂﬂmgﬁma@mmﬁﬁaaLml,aamnﬁmmauwlﬁm
(lymphocytes) M‘%aﬁﬁﬁmmﬂi@i WA (macrophages) I@HL%M
NNTURNBENTE IS ILRRmad MmNy (target cells)
o A v A a .
FussteneudedawBaastsenaulusdiu (receptor-ligand
. . L2 gd a 1% a
interactions) $4ifa (n) asisznauTsdauraslis@umha
(Fas ligand) ﬁag’uuﬂwawﬁaﬁ Lymphocytes SUNUGT
msmeeali/siiumg (Fas death receptor) Feaguniiagag
6 A e o v o A A
IRRINIMENAEARIGNTAALL 38 (2) aaisznaulisfin
Ay o Aad ¢ ~ 11
elmwuguqmmmmw mma‘smﬂiméﬁaLLWﬂmm [tumor
necrosis factor (TNF)]” %@dmimjgﬂwﬁqaaﬂmmﬂ mac-
rophages AUNUAITUYI89 TNF (TNF receptor) U84
Lsﬁaés'nmﬂﬁ%éﬁaqgﬂﬁﬁ@ﬁwﬁuﬁu NANDUNNILIAING
dhaduitaznseduliianissandariu adaptor proteins uay

procaspase-8 %39 procaspase-10 ﬁag’m ﬂu cytoplasm a3

wadithmnenaafumnssznaulsiuislossetadetond
ﬁ%mh “death-inducing signaling complex (DISC)” ag'@m
Vsnomeuvasadhmaneti sssnasznaulisi DISC i
%ﬁﬂﬁlﬁ@m‘smgﬂu procaspase-8 38 procaspase-10 “7%
ﬁuagﬁuﬂmalﬂumﬂmﬁ caspases WiaAfUMILAELAg
Foftwdwieariuinem hehudtoenledignmesguls
Fnnumadnmeluwdodn ulanawade
Tnmavitangalustugaimihiisodmnssoumsens
YDA apoptosis (multi-BH anti-apoptotic proteins)
i sduiFuea-2 (Bal-2) lsduidioa-wnduss (Bal-x)
lusfwdaduan-1 (Mcl-1) s asildmtsznaudulusdu
BH1 li/36iw BH2 lils6in BH3 uaglisdudias 4 (BH4) o2
msemaadlsiin Bol-2 axfendasiulisiu Bad 10934
melwieitlulaaowads delusdiu Bol-2 felug ey
ynnlslle (inactive Bal-2) Furfulisdivu Bad asialiifia
ASELIUM3 apoptosis 189ad Wnizad efima wilaitie
PaeT M AU MMIANSIEN (survival signals) Aga
walRAansnssdumathozaslysiuaied (Akt) Seasi
VLﬁz;jmiLamﬁjuwaﬂLW@]Wa”qua (phosphorylation) lsun
1156 Bad flawalillséiv Bad lalensnsnduiy inactive
Bal-2 l¢8ndall Wasimausnaniuzedlsttsasiudn
Tuséis Bad AlsSumaiiisngamosimemirigaasmgams
ynsuaenaneniis inactive Bad dululsdiu Bol-2 ﬁgmm
aaﬂmﬂ?mzgﬂﬂizﬁuslﬁﬁmml,t,azgu5@ﬂizmmﬁmmm
WS apoptosis 3uvh maatisnsiiFinea (cell survival)
wagansnwsydulestalule

sUuUUYBINEAANSLUIUNS apoptosis

T@aﬁﬂﬂmmmm@gﬂmeammﬁ@ apoptosis foanld
i 2 9fia fia meifia apoptosis TunazuumsMaETINeN
Un@asTNMe (physiologic apoptosis) ke MINA apopto-
sis lnigAtamafanensamm (pathologic apoptosis)*™

1. M15tAa apoptosis TwNsTUIMNISMSTESINEUNG
299519M18)

NI¥UIUMT apoptosis fansnsony e ausisvesinsan
Tun33st (embryo) L‘%Nﬁm‘iﬁwmLLﬁgﬂﬁm‘%QJLaﬂ@mH%ﬁd
mﬂmsﬁﬁau%ﬁmﬁﬂuiapﬂmﬁm‘%@y@ub@uﬁLé’aﬁu i
e Tt ST Mo
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1.1 Magydumsdedyanmiomsynameasms
A o Y A a ¢
mﬂuﬁmamm‘;mmmzymﬂmamaa (growth factor
signaling) 9¥WINNTLLIUMTENE) Wa13AD
111 nasvunmaadudnsanluasss embryo-
genesis) %U‘mgmmﬂé‘muﬂawawﬁaﬁwu apoptosis
61 X A o A o L .vL X4616-18
WLaLEIRF9e) SbaInanNsasa i
1111 madiadmansnstegnidagesn
NIRRT I@amiﬂgﬂﬁﬁaaaaﬂmﬁ%ﬁw
v A v o w o A 13
wnuladudmSumMImssTInYaswaaLseav (nerve cells)
A A v o ¢ o A 13 o o
Fanetasnuadithvanesiv amadUseaninedvassi
! M v o A A A 13
Sanluass b esUsIsnan L Bnafiiesme wastszam
wiaHazdngnayLIua apoptosis P lAeraatszanmeg
- R A ae X P
vinaudaaiuilsnuinedtumslidsagadithnang
:ﬂl 1 % o v 1 a )
Feaztan asuulsvamansnsarhawldaeednnas iy
LASNUILENTAN
1112 msmamauﬁaqﬁamﬂuﬁaamﬂ
WaliAemagosdatiurasmwenuihn (palate) Ta3san
Tuesan
1113 mafenameassdmldoe vas
“aaaLaanLAYeaasMm (embryonic aortic arches) {adm
ganuaTnRamaNannnasszu vadenlafie
1114 mamegeagealuiaiariiagemg
Tflauagiian (interdigital web tissue) MINNTLLIUMTH
ally a ‘95 % 6 [~3 ° v Aa %
SlaReautumanluessn (fetus) ﬂamﬂmﬁmﬂgmsmm
2 A A X v 3 A \'L”(G‘W)
a9PNalag/mInthim (syndactyly) 289@ntsniNa Le
1115 myfosameaamanimilamm
3n (Viazjal,aaf%m) [paramesonephric (Miillerian) duct]
A o = Y o A o €
L;Jamaavﬂumimmiﬂmmmﬂmwuauwumwwm
1.1.2 MISUIUMINYWILUM I A TaaY
(turnover) 989583 lymphocytes Glﬂmﬂiz@mmwiaﬂwﬁﬂ
o A a X A o Vy
1.1.3 mgmuﬂﬁmamﬁﬁaaLaaqw’ﬂummaaaﬂa
1.2 miamwaméﬁuaaﬁmﬂuﬁmma%@ﬁﬂﬂqumiam
FunnmImnssinvaagad uitaitafineadasumvham
ansensluuin loun waduasdanihuludes (mammary
glands) aseeafioylwsaean (endometrium) easilag
e (corpus Tuteum) #0453 1% (ovary) WaviTaRYadGaN

Ny (prostate gland)

1.3 nsgniumaaidyanmnemssinansaaaie
Bonam Mandsndnsdumahoegasiadans
gj 12 o W % i Yo [~ A :ﬂl
mvlmuﬂmmvl,ﬂum dowa i rgasadonIanaile
AU AN TN UERAIVNITL UL NANTUTRITIMEWaa
D AU ANTELIUMIRALAUIIITNMEINMTENLEL

1.4 MIBUUOUGARLDINHIDENITNUTY (strong
recognition of self-antigens) vh iAaMsnseduAtineme

6 . o A aa A aa
PITAALLY apoptosis 9EILL Ao ARmeluEedn
loranestaAtmenanyBoItehsumame Wemiarad
lymphocytes ﬁﬁmﬁﬁ%ﬂﬂﬁ L (self-reactive lymphocytes)
Fefienunmlumarhnduenesamadindvassme

2. M3Aa apoptosis WaBAATIIMERANENFEAW

&WSUNTLLIUNS apoptosis TadmaslilaTmeiia
WenFamwiin Winanmismesssia i

2.1 LﬁaLﬁ@miw"wmmaqmiﬁwqmm%mwﬂwﬁaa‘

| o ¢ 1 Xa ) ! a
QAN Nasl‘m LIRRLAAWLNG apoptosis I@ Hﬂ@ﬂﬁi@m BH3-only
sensors fiagjmelu cytoplasm YasmaATMATE LML,
Guaqﬂaq'm BH1 - 3 proapoptotic proteins

2.2 Waemsavauead misfolded proteins %mwﬂu
radazaINa [ radmaniiia Apoptosis 1ae) BH3-only sen-
S0rS %mzéjumsﬁmmm proapoptotic proteins TPRRID
Lﬁ@mﬂmimzéjﬂ@mﬁwiamsﬁmmamuvlﬁﬁﬁ caspase

4 . A A EY e T a
2.3 Wawadlunmaiamsfiode s lsdurag
SmasnaliAenameneesaduUL apoptosis Iagnan
Y aa A Al a - ¢ @
iz@;mnmﬂummm”lﬂm@ammﬂwfﬁaammu DITRRLIR
Banamaiialslafiongniannlad (cytotoxic T lympho-
cytes) Favte lumaanesadfifinma lSafmemanssuan
M3 apoptosis uTu laemanseddtimeuanyiaitiniy

mysnarumsYhsesenlE caspase

o [ a 6d a
ANWUENNEMUIUINET (morphology) 2091AaNIAR apoptosis
MANETBITARILL apoptosis Fanlaintuiumas
A v A . fy A o A
WeadLie (single cell) waswaainuhssazdsnsnfio
Tnamsmaaasaduuuias lmfionh Aamsaauauns
FREMIINELANIE WAATIAAMIMELLL apoptosis ¥

A o Xa | : ¢ Aau

maaenuasssiie lusvasisnsossassnnasadundi

\TRATIAR apoptosis (intercellular junctions) %gﬂﬁwma

nEswwngmInsun 91 72 2l 2 sanau-Agwen 2562
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au Lﬁ@mmmzmjmﬁmaﬁmw@u (chromatin) Wfieaes
YD9adNIAA apoptosis Tk ARNERATIAA apoptosis A%

(% ° A [ 1 [ KR A A %
WoGaIN I RmaENad mmﬂsﬂmwmmm@ﬂwmm
NNwilatianened hematoxylin Uag eosin (H&E stain-
ing) k¢ chromatin AwMeNguiuLSMeLTasihndLN
wionruihanlsd endonudlease azgnnszdulihonuay
dona WiThinAsauaaTadTiie apoptosis wenaaNTuEIw
@ 1 [ ! [ K
ine) athalsfienaaiutssnausnen melulalonaauzes

[ XK a v £ a
a8 (organelles) swm”[ﬂmmawmammwﬂmmigﬂ
AN FILANGNINNMITEVDITARLUL necrosis NIaziiia
MIManY organelles

VR MITaATAA apoptosis agnuLnngmMIsiltkmad
[ 1 ‘ﬂl 2% [ % ‘ﬂl % Sﬁg v
e (bleb) Yaatiavinizas LmemqmﬁaamﬂauaaN

A A A a A A

organelles waQsluvlfﬂmwmﬁsﬁuLLas/msaLﬂwmmma HFTILAN
aan aunaedungarnaldnakunniisend “apoptotic
bodies” F3lunameian apoptotic bodies waifiasgnnan

6,13,18

fith (phagocytosis) loenasad macrophages

ANNLLANG1TLHININITON waawaéunu necrosis NUKLY

« 19
apoptosis
. MIALYDILTAS
AN
necrosis apoptosis
1. M3 MIeNETBITAATR mMIenETaITRAIuMS
Tuaehsldmada f¥aad sidasms
(accidental cell death) I@EJL&“Juﬂismumi‘ﬁa%‘
maldmsenueueas
My
o A ﬁL a ¢ a X A
2. W waafiog luim BRI AR e
Wenfuasiimameans  wedifen lifendeetiu
- 64 1y A
ITANNRIUTING L aaTgNuAeN
3. U9 FARTIMEAUAIMILIN  adTmeRsAamIve

@ (cell shrinkage) w“ﬂﬁ
ITRARIINAENA

YDITAR (cell swelling)
2 P
FADUNANNMINTES)
wmavhnuzasanlasilus
Foa (protease)

6 a " 6a \
waanmeiamallonas  imadfanelidnngms
@ A v § 1 oa A v ¢
Wusauatanaiaan ue  AneTaataNTas
alsifl organclles 0y uslazAanslilowaadiy
Tuvin suradavumasuay

& organelles ﬂnm@ﬂmm&i
og/lutin

A v 13
4. LWANAIRR

5. lulnaan RATMEATINAILIN  WadTEasiamsTy
e wavmademinfiaslile  dnnimaslulaaawe
ABULASE SususnnnnUng

ana a 6 P gy a € o a
6. ﬂ{]ﬂi&ﬂm&l L"ﬁﬁﬁ“ﬂ@ﬂiﬁ]gﬂaiﬂm@ﬂ'ﬁ LTRANGNEATEIAIN

mely  PALAAUEE WA MIETS ATP wasmI
gad  WNead [adenosine SoemeAlisfuagiau
triphosphate (ATP)] ki
WAL MNINEATLIN
NTYLABMSENNAYENT
21915 (metabolism)
7. fundud chromatin IuinAes ﬁuﬂﬁaﬁmamaéﬁmga

QLI NN
LazaLYasn AL Ee
Wuseemén (nuclear

TOUTNRTIMEAZTINGN
[ | U I3
AWUUNRuEANe

condensation and

lobulation)
8. MuINTIN  NAmstloaameas Namstoaamesas
anaviugnassiy sl snvgnIINiiay
TR (random  SEANOVIEEREYR

DNA degradation) 1% Toslalan (chromosome)

TeAuavasmaaneny  (internucleosomal
DNA degradation) GL‘H,

Tnduavasmadaneny

9. MIUANY  iaAnenEfiaman aATMEAsiamMInTe
rad sydumaThaneeg dumavhaurasionles]
onladaalnlans caspase YN IwadueN

(phospholipase) ¥l elnenfludiudne uay
ovmaagnvhanesn

2K ° v 13
U Q%VHEL‘W LTRRALLGN

A apoptotic
bodies

aae (cell lysis) waedl

mIvaeeaIane ﬁ'ag

melwgadinoans
o a Aa 13 .
10. MIBNLEL Bnnifadmeay i

msdniaufinusInee

A Aa ¢ A
VIIUNHLITANN LN

(inflammation) MIPNELAATUIINE

11. Mm3Tosugs 1naffmedmeargn  1Anadfwadmeas
wwidhemsifounaidu  ignunmiiidhemaiia
wwaln

X A
VLU LR
(scarring)

¥ @ 6 ] a

ANNNNUTILUIIINTLUIUS apoptosis HAZMSLAANLIFS
Mfinnsi3 (carcinogenesis) AN dasiums

4 . , DT a4
uansoanfiannifiull (overexpression) va9ngalilafiuia
PTG AN LI YaIAARLL apoptosis 1t
\aReUTIfA (stem cells) MaOMTARLSTHLIHANRIWGE
NNETAAFUTEIA (progenitor cells) 2a9iaLEiaTMena

MENMERUETaEsWUgNIIN (DNA mutations) TIx6e)
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2 o9 va fan AG o A a X
v irineadRaUn@iduimarsnnuazasaydiulazulu
A A | < < 5‘L A 2021 A
Waldarasnameaunaeniutese (cancer) luign™ a9
ﬂzjﬂﬂﬁuﬁﬁﬂﬁwﬁaéml,%qﬁmi@nmm‘u apoptosis afad
:j ] aa A aAa a
W asanseanmaimeluwBodn lileeaneseang
NILIUMT apoptosis M Waiu Bel-2 fggnmayina
1156 Bad Iuldlonanadamaagad uaclistusndlawd
[X chromosome-linked inhibitors of apoptosis proteins
(x1AP)] fignasreandululastalas X uaslwhidudoms
o VL 4 I 22-25
MBI U TN caspases LOEHTI
I - - 3
athalsfimuillavhifiadonsifemneiiamnasiageie
NADIYAVIIFTREINIING apoptotic bodies IiThidmm
X4 X X4 4 g i
s bwitaamant laaamngluiiadorasiouuzfisama
Ty VielSemnannemnerestausSsariuaY fua Ay
Qaﬁisﬂndmmmaé’a (mitotic figures) WaLMINA apoptotic
) € G v O A @ A A BL o
bodies 109ARNSS” AaMASTUNINTBIMIRM 1NN
NS NNV e dNsSuRaNILLIUMS apoptosis AN
INTnLaNaINa TN AnMINash (tumor regres-
sion) 167 FevhlugmefemeniildlunssnmamSounn
. 4 v 4 A A X oo
3uth (targeted therapy) iNoaaNaTaRENAzATUTY
1 L @ ‘ﬂl Yo £ k2 A o w
fumerasithenmSaioldsumssnmdeeniadithin loe
NV Y- o Tiad . w4
enfigriannusniiasdensdnzsangalsfiudevhuhd
FONUNTELAIUMIINEYDITARNAS UL apoptosis Tiae™"
UBNNMHULAINSINA apoptosis mawﬁaﬁmﬁaﬁqgﬂmm
Usegnd i lumsanamemensinendnandasqanssen dmsy
MIUTAUNTN DL AUDITDITARN ST NN LA
thifafigfheldsunaumandeiafawitasanaanansisme
. Y v oA 6§ 1 @
(neoadjuvant therapy) laaldensafimsmesasmadoadu
.. A 6L A A G 95 ¥ H
SEUL (apoptotic index) NUTING lntalEanzi5e® Lanazsis
Amuensgnéfaslumadseidin apoptotic index Auagii
Hafusalunéa (M) sfiesashenasamwiads (fixative
solution):  (2) ANNWNTUashenAsEM WD (A)
ANNaNIaIMIutHaa luhenassmmw (delayed fixa-
tion); (4) mautiada lwhenasamwiiiuszevnanmin
10 Toeawnzannna 3 &enih:  (2) FuseumadSusmm
(pretreatment) Waifanawdaisnameiasdienms: (@)
msauuiaiiolla (tissue drying); () SrazIALALANN
% v d‘i‘ Y o (% v Aan a
dhdvasenaindivign fdwsumstondfedusearadly

% 4 4 o 4 Ao

Wale; way (@) Madduuidamasihindusndunaannms
PNEYDITARMUY necrosis™

A A ! o D) Ao o ! c @
aimenunmandmnmsle e Tauniraduzss

A 6 6 @ ¥ o A

PllldadanSeduiuda [non-stem cancer cells (NSCCs)]
4 X D) ava ¢ o =
mgmmmaaﬂwaaﬂgmﬂﬁ ITRRNSTIAM TN AIENNTD
‘:\I o % a til ‘:\I ‘g a AaAa |
Wisdnldios lnpfimsuanseanfiinuensiuga 44 ug
Iinumsuaasanaastudd 24 (CD44'/CD24) Fafiudnmos
MAIUEAIDENINUENI TS INQUULIREWTIaRNESS
Gurnidia [cancer stem cells (CSCs)] wonanmelenuanee
Midlethizad NSCCs lihlgnenalumgneaassmm 8 6
wuhiadazSedsnandinsiiinuaziasndvlaog [dlsmy
NeRDITINNG Dnvisssasanansnunsnszae lusasrhwdag
LDIMYNARITIUIN 4 67N 8 617 (3oeae 50)™ TiuAe
1aa NSCCs AmMIeaundLaaInTsLwmImeadaaduuy
apoptosis (reversibility of apoptosis) 50%"11%%5%5&“@@
AitAne e femumaidulidaasmafiosingmenlii
,ﬂ 4 9 9 4 »

Ao ﬂmﬂamu:ﬂamawwqﬂﬁﬂuawmzmaﬂmuamﬂms
waeasdFueas DNA (epigenetic modifications) T
18R NSCCs (asannmudnianmisia [methyl (-CH )] 4
AFIUFUUEE DNA 2a9inaadsamsynaueastu cD44
(hypomethylated CD44 promotors) LLaEW‘U%ﬁﬁmumﬂ' methyl
WWAuAaUUaNe DNA 209naasaNmsvhanuadiiv CD24
(hypermethylated CD24 promotors) f9HnI3nEnazLSs
Y o & R % Ao o A v o Y o
Fasinilatons Wenefihtiafisnsnsntudmstounduans
NILIUMI apoptosis Tazfintulwraduusng iaan

tﬁl L2 Aa £ [~ §.°/ G

Iamammmm@miﬂaumm%m (relapse) Way/vaams

UNINTLAY (metastasis) VDINSI®
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