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s
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I Causes of cell injury FARIEEDJFIA
a) MR e
KPR B IE (hypoxia)- - PRI PRI L 5, 3HE ML (ischemia) = FHE 4% oD i 4G HET, 2 1 1 AKX A B E
D—RTH 5, EREFIEITMIROBEFH 57 TRVKHIZHIE X 5,
b) {BFWE - S
R EME SRBERE . RA A AL AE M REREE . MIfUSE ete. MR B AEI
) PR
d) R
Anaphylaxis 777 1 7 % —_ autoimmune H C.HJ%E
e) BRAYFEH
Down syndrome % 7 »JiE, sickle cell anemia i/ 2 if
0 RAEMEE
diabetes mellitus R (<D HE]) . atherosclerosis HPRAEAL (—EhW MBI
HZRTHE, Au)— EX IV ete. DR,
o) WA EEA
h) &1k
degeneration ZEME (72 55ME) . cellular senescence AfLDE L= FRA -EERET) |

IV Mechanisms of cell injury Al D A 71 =X X
B EZLRBII R 2 MR O KOS | B OREEE, Bt REHE, 58 S KT
BN L MdoEE, IREE, FINRE, BSAYEREIC KT,
« UV a— R &N U IRV M R D TR,
 BART R L 2 RN EOE ete. (TR

< BRICHIIIE IR L CTIWER < (DHIIRIRE (58 A 4 A 2 o 2 D#ERF)
QIR (AT PREAE)
BR)VF X AR
(4)iBE A TR D il £

AR RETH HHESE EREZ L Fig1-2
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1) General biochemical mechanisms
« ATP DRZ iR BEMER . MlaNEE, & v X7 BAR, BRI T
IR - HRKIIFRIEIZ K D ATP RS LL— 78 A A4 R X o AHERFIC B AR R R A5 I
- IR RZ or IHVERER PEE Fig 1-3
SRR Z — i
TG 3R PE A~ M, Bt
N T BDRA G AR A Fig 1-4
E BTN E O Ca 1T & E RO 1 543D 1 (by ATP 417 : Ca transporter)
eI - =M E NI 225 Ca i A& ER22 5 Ca i,
—HEN Ca IR _EH—L ATPase {EME(L—ATP J8/)
AR N~ 1EMAL— Y CIRE RS
VARV AR TS (vl MO 13 P AP R 1173
/b IV TEE b S v~ F B
- B - HNEENC B 2R G PEY) O YR B A EL A E
EHEEE by iR, VANVAK NI fHIKRZ R ete.
2 YRS by ATP A ilifs ik, AR AR U S—BIEHEE (E2R)
- X bar N7 HEMER  Figl-5 (by MIE CalREE, FA{LAYA M L2 NEEIHEEL etc.)
ZL A EDBRGEOEFOBLIEZI Far U7,
R PEERS =R RO B> 7'a F U AEER > AT PEEAE L
Vb a b o filRERE -7 AR F— AFHE

2) Ischemic and Hypoxic Injury HEiffE - (KRR IEEE
R : e b MBI E, FERER OFEHMILIERE S — A T P EEAAS (L= AR R 55E < #8117,
OIEEEFNE « BEIC X 5 AT PRFEARHAT,
K258 — oxidative phosphorylation F&{kiy U (k. | — ATPEA | Fig 1-6
« ATP {&AFME Na AR > 7 | SKHEH &Natit A T —>HIfN Na T (IRZEEZ) — G fER
Na 721 Ca<, MY U EE-Flk- 7'V v X 7 LAY REOBINT X - THIREE EH-,
* ATP | >AMP | —=FA570) M- 1AL - BRKBIFRRE T —7 7 Va-F" vt ATP EEAE=) Ja-r v/ |
—PAS 4uta | (PAS IZRAACITEOE) | FLBE - HERE D R FE—pH |
“ATP | . pH| = VU R Y —L0D tER MO Offli— % L R0 &5k |
e RAAGTIRE © DL E ORI TRy, il 23e < a3 R AT,

3) Ischemia/Reperfusion Injury K1 - FRETLHEE
MR AR & o 7o MR I FRAR TS — R AT I8 1S S Au 7o MR LAS O iR & X
DB IE - fibi A5 FE D R O KRR A5 0> BB 22T
FHE bR — MR RE O M SR EE Ca—> Il Ca 1 —Figl-4 (1)
FHETR > RIEAIL S R A IR TE R I — X F = B U 7 ZiEtER =Figl-5( 1)
ML but EF L CTWDMEANDO I hay R 7 =@FEETARZER>T7 UV —T OUNVFEET

4) Free radical-induced cell injury
TV —=FHIVDREE>
7V —=F U HN=EINEE IR E A RO A EE, RIS LT
—RZIE - IR RSy T+ B O (=ROG L7er 7 67)-7v nc, ) —HEEGEEH

< RN T O/REIETC(redox) St : superoxide radicals(O2 - ), H202, th ndvh7y” hi(OH - )BEAE

—EBER(Cu, FeH)NHMETFZZTEL, 7V —T P H L pEA M
ex.7 = M S(Fe A A2 X D)
- NO(—M&fb %) : 7)-77 vk LCTIEM or SUGHED MW ERERE I AL+ 5 2 L b b 5,
s T RV — BRI X FR) WY : H20—H +  (hydrogen radical) or OH * (hydroxyl radical)



Cell Injury, Adaptation, and Death : 3

<7V —F VA X DR E >
- IEE OB LS - lFE + 7 2 v b iE A= B AR S — R EhE 8
- DNA OWift : 7 U —7 UL +F I —>DNA HEAS MRS, fEEa(t
BRI ARy (BERE) )= AT E R UVER(-SH)IZ K B H R AR FERE AR
SEERTEMLT
<7V —=F T HNVORE>
- SOD=superoxide dismutase (A" =t*¥${} 7" 420)-t") :202 + +2H—H202+02
- GSH peroxidase (7" ViR {bEESR) « ML OER(EAL) ViTH/(GSSG) & = oe )™ viF+/(GSH)
DENG = I P AR BE & Sk
-catalase : LA XY — DAL, R KFEE, 2H202—02+2H20
- PR b®E  (antioxidant) eg. vitamin A, E,C, B-Z a7 > : 7)-7V WVvEARRIE or bR %,
- DB - BYE Y X ok X %y (VvaT ey T ) FY e Tt 7A3VAE) 2 K0 B AR IR,
5) bR
+ direct injury (ELEE/EH)
eg AL AKER : ap7e b Vv (-SH) 1Z#EE— ATPase (KPR DA BH E — BOE M T —Hla g
(L REAIRCTUEME X 2 b 2RI 2/ RERICEREER L. 15,
- indirect injury (EJEE/EH)
P450 FEDMAVEEFIA(@SER) : SFUSED & 2 B ERAMEEMEAL— 2 R 7 RNFE ICHE G, IR E
eg.CCl4 : Tl CHE/R 7 U —T V1V CCB-IZZ b, (CCla BIRBAMIZR LTI < o TidZew)

V' Cellular Adaptation to Injury 55257 % ML O )&
< AEPFROENS © ARVE RRRIPERE 7 E O IR 72 RT3 2 A O RS
- RERLFROE)S - FFEORGLAZFRE LT, kD 7Z MRS BE A2 ST R0 K 98T D R
SEF T TR M AZZITTORWME . X~ L BRNC X0 85 L 7ol o REE,
eg. Fr B Lt 7 & — D pEAEH N (up-regulation)or £ 4K T (down-regulation)(Z X 2 J# )i,
Bz 7p 2 37 GRROFFEIC X DG
1) Atrophy ZEAfE
AR N2 DN K D HIRLD size Db =HERE I T T but not dead.
TR —T A MRS LD, Rak e LTo” ZEHE
JRIE ARG loss of innervation (FHFRSCED) | MPEAEFATHD . AN Y 70 K% ete.
ZiE OfER= /NS < Ip o Toflifa &b Ui, e, FEERIE O RII# L EERK iR
inbalance between synthesis and degradation &% & 3 fRD/NT A
SEMOIET or 3RO TLHEIC X FEHE A Z 5,
<K >
lysosome VU VYV — LA HIRINIZER D IAE N5 F. EAG Lok oy O 53R
ubiquitin-proteasome pathway LB F > —7F a7 7 YV — L flfE Y VX 8T SR
autophagic vacuoles H CLE R ZEN : Mg ORI, U Y YV — A L MRN/NRE DA L7 b 0,
H & ORERCEFR 2 53R, ZERaNICELY IA T H faRE O
&5 HOITH IR CH EN 8K ME=eg Y R 7 A F
2) Hypertrophy K
Ml size DN, LUK D iEER D size DN,
FEIE DR IVE AN KD RH-CHERE O AR OIS K> TAEL D,
eg. gravid uterus IEURFE  AEIRIF O X f v R L S, Fig 1-9
weight lifter : fEZEARMTIT XV E % OFHEHICK,
cardiac enlargement : JAAYZR B R ="EiE, KENRIPHREEIZ X D500EK,
mechanical trigger BT 5] =& (eg. Lol D HERFI)
Ttmphic trigger MG &4 (eg.a 7 K LF U I AEBENE receptor 1H14AL)
no longer compensate (JERDEMIZ b X TE72VY)  — degenerative change 2
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3) Hyperplasia &%
increase in the number of cells
- physiologic hyperplasia ZEFEia 5% hormonal Nyt eg JEEI O LMD FLIR bR
compensatory fUfEME @ #ik DO —HFRE—-EIE

- pathologic hyperplasia 5 ZERJIE LK
controlled!  7/LE > or HEFHK -2 K DRI HHIZ L > TAT 5,
eg. FENBEDRERK : =X huF e ruaFA7aronNg o AEFECIV AL D,

FEMEE (1) R —v U A VARG KD EERENE T
S =R /VE  or HFEIKF ORI < T AIIEIELIE F S 20,

4) Metaplasia 1A=
— OO L LT, sk U7z it 2 R b o o@E & #ih 5 2 &
“reprogramming” U 7m /7 I =707 T AGE) :|
of epithelial stem cells | FZ#2#ffd or undifferentiated mesenchymal cells <431k 75 ] 34 i

FRAbA R RE SO MR T ERoEER B (by BEX I ARZ, W)
AFELT RO, KR WS B bR OB SR 2%,
squamous metaplasia @ - ERALE — BAALDOfERR smoker

Barrett metaplasia #N L > MbA: : g - R4 ERZ(by chronic gastric reflux 184 H &)

5) Subcellular Responses to Injury FHAEN L~</LCD i
a) Lysosoma catabolism VU VY — A2 X % FAb
primary lysosome —¥K U V¥V — A MK FREER & Gte, HILS N DMEE T ATZ/Na LSS
=secondary lysosome = phagolysosome FRIFfE/NME, 77 TV VY — A EHK,
* heterophagy Y& {EH : 9 endocytosis =3 KH A h—3I A phagocytosis E& <« kL,
pinocytosis FXARALESE) «— HRIK
- autophagy F CLAlfi# : A O &R Z2M autophagic vacuole @ H TN/ NERE BV 3A B —
—WRY VY= NERE L TH-737 ) -bE AL
=% L7z or Bk LN/ E DEREDBRIZITDN D,
HbLENZeho @ik % &t ) VY — L =residual bodies B 7% {A—EFE or MRS i
lipofuscin pigment U 78 7 A F A ZFERL : IRE MR Tk S, i STk -2 b0
lysosomal storage disease U VY — AFEREIE © @0 TWEZ 0T DBEOKBIZE VAL S,

b)Y/ MEEOFFEE  (EX)
eg. barbiturate /b B Z — /L RHIFIIRA —MMER AT D, =FAUKFME
TR SER HEAN—SER 0D P450 BEFRREIC L0 FEAMREH Okiatk 1) “Edl”
X &V MEFEEOROCIEICET 558 0HD - - - 5) (LFINREGOHSH,

o) ha RUTDOZE( Figl-11
megamitochondria BRI b= R U 7w, 7 /L3 — LRI OFE O ITHED
mitochondrial myopathies X k=2 N U 7 e = BARME B4 5 A R > Mt 2L & size FEAN

d)MIEE O S &
M EAE DR - AP/ N E 0 F OB B « MO FEACEARHERE - o 7 T niE
- AR ETHERT - MO FTENME - B RAEM
UE 301
- AR OAMBCHERE O S - AIIAN/NMEE O RE 2B E) - MUES) O R - RRRHEIEY E
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eg. * XUB EROMEOE XE LR LT MAEMPERA T6E
—XKartagener syndrome, immortile cilia syndrome %7 /L % 77 —JEERE, #RE N ENIE R
S SCIRARIE,, 12 MERISIESE . NI NE . XA = DR
gout i Jil— L b F U NA R =T/ NEEEGILE - Mo O & IRIER b & A& IHEH
PREGRS Mo MR E Y, EIUIZHERZ L L9 LT 57OIIERDH D,

e) Heat shock proteins 243 = » 7 & H(HSP)
MR G EPERIB S L CRAE SN D, A L AS /37 | chaperons ¥/ ¢~ 1H
5 2B OHT Y T2 12 Fx(folding), 43R, RINLPN/ NS ~ OB > <7 EBE)Fig 1-12
VI 4T g ) = LT 2 2 R DT 7272 T,
EEARTTRE/RIE EITEE L2 & v 87 (i3 X F 2 HSP A —7 0770 & 0 53k,
Folding &ft—7 S0 A F—¥ R, 7 mA Y 7zl b—F 27

6) Intracellular accumulations #EARNZEFE  Fig 1-13
C EFOMAIC S &b EAFET 2WE OMNBHEE R E < | MM TIT TS E . eg BT
- BIRHY or # RAGZRAREH « IR - #ik - 0W D RFIZ LV | B or RELMENER, >EBUE
< BEIRAORWE D MRS OWE OGRS & FFIZ 72V DIZHE T, eg IRFEMIR, HFH

a) Fatty change (Steatosis) 51t
=triglycerides within parenchymal cells (FZEAMMALNIZ BV 7' U & Y R3EFE) e.g. liver Fig 1-14

— A,

U Z U Y RN TITSBRIZIZT R Z X7 EREE LT RZ 72,
—>Z OBERECRENE & TEHE, g (eg7 v a—/) | KEEFE, ALk &2 RIK,

MORPHOLOGY

HE G D Z FE I3 52 M PN Z2 i (clear vacuoles) & 72 5, Sudan IV, oil red O(JF'E & JRFE (4.1 Yef2)

vs. glycogen(PAS %4{4)
O - SR ORERFRE - JEBRIR L GRIRRN IR S REA R M A, )

P TES

b) Cholesterol and cholesterol esters
scavenger macrophage(J§ i KB AL -+ J5HE % B A —foam cell VAN GRIAAAR I HEE Faii)
atherosclerosis SRR P ML & ~ 7 v 7 7 — I NG 53 Fai
xanthoma BEESE(F T b —)— LR THEGHMk, D HIZ Cholesterol Faiii L7 M P,

c) Protein BN DFFEIZHA~, .
nephritic syndrome 7 2 —BJEMRE(= 4 737 DSESRERIR D> 5 I Hi)— pinocytosis(FRAE H)
2 K DI =L b=V A/ Na) V) -h & FiA—pink hyaline cytoplasmic droplets( &’ > 7 Dl
TR E NN ) B R Fig 1-15A
Russel bodies 7 v & /L/ME- JEEHIRANIZ 0% 7 v 7 U 3575,
Mallory body ~ = U —/MA&= alcoholic hyaline 7Va—Wt7)/AA: -7 Va- W TfE S (2 54 Fig 1-15B
neurofibrillary tangle FHESHIFRME & DFL, MRRIFBMEZ (L@ Alzheimer disease DI,

d) Glycogen 7™ Va-2=2)" Ja-r" ARGHFEE ORI b 5,
diabetes mellitus HEPRIF - & PRABE FR2, MR, (DFRMRR, 707 vvaks BRI )™ Ya-Fy
glycogen storage diseases (glycogenoses) BEFUF(/ 2y )=vA)- - MERLINIZ )™ V=) /3 HH,
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e) Pigments {458 WTEME endogenous & #4 KM exogenous 7 U,
carbon R @5 E X + K& Y/ Hi—anthracosis R IE
lipofuscin U AR 7 A F > “VHFEEFR” -+ free radical injury 238 > 72 Z & OFFEE, AE TITEWN,
7)=7Y" I X o TREFIAR IR Sl b S IV CAE L 5,
—brown atrophy 1BZEi i - WIRTHIRDO LN LA, Fig 1-16
BB BRI IR R IR O m B EWE.,
melanin A 7 = Fu RN Fai =Bl TBEINTTE S, 17/ TREAE,
hemosiderin ~E U7 U LB S 0 B U HSRFERLR (AT, R A~1EE,
BRI E, TARZ =V F G )) LEbicT =) F IRV T,
Z DT NFU I DBEEEY) 13 Y77, Prussian blue(88 12 U )IZ £ 0 Yefa, Fig 1-17
~E 71 E v —biliverdin Y AL L GEIEI)—bilirubin £ U L E L (FRIEN)
hemosiderosis ~E V7 12— R % < Dfifias ORI AT 7 )RR,
eg IR ML MR I, #piI. transfusion—ERHAG IR - SEE NS or M HERE R 16 L
©hemochromatosis ~F 7 1~ h— 3 AW /2 O ERER, - FREE etc.

7) Pathologic calcification J5EERIA KL,
a) Dystrophic calcification 7 4 A b v 7 ¢ —M: (F53&EME) AJK{L : dead or dying cell IZ707
CafUHfORFEMS THR I D, MK T LREITRE,
eg.necrosis AL, atheroma 77 ®= — AV =R LIE DBER LT O, Fig 1-18
HIRIRG 23 & o ToREHL, #5'H OMEREFEE OFRIAIZ & 72 5,

KBRS D SR MAIRAL— KRB RAE D BEE 2R A,
MORPHOLOGY

intracellular and/or extracellular basophilic deposits(#-a H:M: k35 )
heterotropic bone ZFTHFIZ72 D 5 D,
£ IRALBRAR(RZTE 1) — R G P Ak il 7 ) — i Al L7z Y B A v 2 0 ZHE DT AL
1E 5 ORI O A JRAGIZEIZ K54S L 7=/ M (matrix vesicle FEE/ MYN T E 5,
AHIEAN : dead or dying cell D3 hav b TN CTRIAA(. FIIEAN Ca fREFFASTI TX 721

b) Metastatic calcification ¥ MEA KA @ IEFHIKIC Ca L&,
hypercalcemia F /LY U AMIEDERIZE Z 5,
=R BIRRRALVE C(PTH) T, B OMEE, ©4 0 D BEER, BAe
MORPHOLOGY
nephrocalcinosis B A KILAE - Bl KEILAE,

VI Reversible and Irreversible Cell Injury R 70 HERRHRE & A T in 7 MR R 15
point of no return JFiEARAES  reversible — irreversible — cell death
1) General pathways  Fig 1-19

ARRRHRAE (R I HE5S 72 5B AT
—1IV Mechanisms of cell injury MIFAESED A =X L HH,

ARSI OFRRE « Jhavh V79I A~ MR & 72 Eh v A FE B DI
—Z D%, FEMEN BEIZTUE LMk 6 &2 ooX 7 #iBESR, U R TEH,
—HIBIE D, MR IX Y Y — D ORI fREESR I X 0 iR,

FEATEM— I =) A (=ERO ) SEE O ICEEHD S,

AR & o 2X 7 DIRERE U 7o MR s 4 23 L C it i —diagnostic value A& AE 72 W7 AT AE

MIEZ A LT, EOMRAMEE S VLD & 7oA R,
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2) Mechanisms of irreversible injury
ENGIBULEY S (ATt
RENER LIRS I b3y R T HERERIE A ATRE
- REREREEIE A Fig 120 JRIRY - Y RETHA OHET—RAR) N~ EME b —Ca T <L
- HRREE R S HIIRE Ca A4VIREE T —7 ny7-t 1AL
- BREHROF R T VAV
« N3 RS PE ) — AR 2 S & M E

3) Morphology of reversible cell injury and cell death —necrosis R [ 7 Al A (55 55 & BE5E
AR RE B TR ROMERE © EM BUICIEERER . LM WERAIZIZE B T 5T,
AR A
MORPHOLOGY Fig 1-21
EM : fifalEnZsfb, I bay FUT0Z{L, ER DR, 0%k
LM : - cellular swelling HERLDIZ L : A A 20K DRMAIAG MEFFCE 72 2D L HEL D,
—HIRICIIFRE OBE R, ER, HEHEN
—HIAE NI 22 H Bl =hydropic change 7KJiEZE 1 & vacuolar degeneration 2% a2 14
« fatty change AER/{L—HlReE NI AR I BERT H B

4) Irreversible cell injury — necrosis #4E
B LT AR CIIRSE AN Z 7ok R U T 2 —H DB A b
coagulative necrosis #E[EHESE - F H common,
BHEDHE LOEALIZLLT D 2 2D 7 1t X D5 R,
- BERIT K DR E L
< BT B DR
autolysis B CLUAME (FRfR) - 3EA TZHIAE B R D> & K MREESE i,
heterolysis FRFREEAF- 1R A L T & To RIEMIILA B K ARRESR i,
MORPHOLOGY
eosinophilic ZfE&M: < denatured intracytoplasmic proteins ZE1E L7 Ml E N & > 737
H7ADEDTHHEIZRAZ D RN DI ) 2= VRERIZR 5 729,
HEVIRERDMIRN/ NS E o L7 2 L2k 0 Iz 2=k,
nuclear changes
karyolysis BRfROEILIMEZ K D), pyknosis EZJEARE, karyorrhexis £ZAREE(WT F{b—1HK)
coagulative necrosis HE[EHESE : fun JEMERFR,  Fig 1-22A
Rl U 7o Mok ik D SME & AR D,
VEERIN DB BN, X R T RTE IR,
LIS DI & A & DORERE T DARER FRE MM 5E,
liquefactive necrosis FlfFEESE, WAVEESE Fig1-22 B
BB Y - BRI O TR BT AE U D — H ERERE OS5,
HX RS RN TAE U 7o AR SR EME MG AE & (LRSS 2 9,
gangrenous necrosis BEEPEEESE « VUL 0D 5 i PR IEE [ 2 4E,,
caseous necrosis HZE&EESE  tuberculosis ##if%  Fig 1-23 A
fat necrosis JENEESE  acute pancreatitis 2MERER DFRITHE Z 5, JEMi{b 2 Bk, Fig 1-23 B
JEERIZIE U /X —E T — M D REN; 23 b — 82 3E,
5) Programmed cell death — apoptosis 7 74~ h—3/ &
“cellular suicide” Fig 1-24
embryogenesis MZRL, 7 /LE AKAFMEIRME, HE5E L TV D IR R 1T 2 filllabiR s,
autoreactive T cell H U T AHREYE I, 48 DR BE(HUEAISE) S DNA #1545 = 2 L 72,
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MORPHOLOGY
M or FEME T A AFMEIC TR < Yok DA E 2 FF>,  Fig 1-25A
7 v~ F gifE—karyorrhexis B A —DNA ladder(Wr 7{t:)  Fig 1-25 B
MR E 2~ B G- I T E - ME - Ml NS E D AD TR b — 3 2/ METERK
SELIZIH L INTERE - DR RERT R oz,
mechanisms of apoptosis
signaling  FAS (M@l receptor) . —#Z death domain #vn" ) =#) 2" v—{b—han =t {&EMEAL
FHET EKEE adaptor proteins : FED I T T F B I THERE AR E,
mitochondrial permeability(iZZ i 4:) : BCL-2 family (Z & ¥V FA#H =@ M TS,
Ca A1, 7)-7V" Iv—mPT(EZIEMER) BB T ATP EA | | R
Fhuh e MR I H—Apaf-1 &fEG L C Apaf-1 {EMHAL—han -t iEHAL
caspases Fig 1-26
execution 1T
BN )53 by caspases, caspases i 4{t—endonuclease 15 4:{t.—DNA breakdown(#7 i1t
transglutaminase F7VA7 WIIF-EIEPEAGIZ K0 & R B OGBS o770,
FEMIFE DOBRZ : phosphatidyl serine 73 SEAHE D PN 7> © #MAl I ~—macrophage |~ L 2 & &
SRIEAE TR0,

VI Cellular Aging it D&k
lipofuscin, abnormal folded proteins, advanced glycosylation end products AGE(=r {3 BE W ) HE N

intrinsic cellular aging( PN KRR Z L) M ZEm i XE A EERIZ L 0 e
A 7Yy 7B - —EEHEEL RITSRE LR,
progeria F-EE : A RIFAEBEIFA D720,

telomere shortening 7 = A 7 &g (Gt AR D A4 70 1Y)
somatic cell A « HIOER, 7 17 X 73R~ ([ZFHE, —#(k
germ cell ZEFEAIME, stem cell ¥ : 71 AT —BIZ L VERE, TRV 2R g,
telomerase 7 2 A7 —F : TR AT ORI ZITITET, AR T HIEMEL,

clock genes WFEHE{LT

wear and tear theory “VHAERL” : ML FFa L, MlaRE L EEER I DOART o 2T XD IRE,
Damaged DNA

Werner syndrome : F# % Z 9 E, DNA #8- (&8 ORI aE % i < AUh—t 12 KA,
Cockayne syndrome, ataxia telangiectasia Bl (i) & PLIRMEER) LG : DNA (E1E RS,
free radical damage
7 X BRI ORERIZ I T DRSO & L ox 7 EAESR DS AL D RIA & T D F,
7V avb—3a st BO S N B ERFEREGOREIRE, EAEB R ete.



