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KEE, FILAFMRBEHEFOHARR. BLAESH, LESENEHE2EE
BEREREME PERER2MEAN LTV ZRCATEZR, FEAEFS
MELELEVZR2EEZEZR, FPEREN M EREET T LZR2F S
ER,AEMEN M BANELERCEEZR. AR T W AERIAT
FREGMEET, BAARWT AR (1) RIAT %A R HEKKRT RGN T A
R EABT T Z W R BT, MW ETRT IR MERG T B ERRT (2)
BRTHRATHREMBEARFFARATE RN, AR FFRATIETHE
RET H KBS, 3) B T BT R LS KT
TSEAT, A B A BB Gy PR A R T B sal . 1F 4 EAE1EH A Nat Cell
Biol. Sci Transl Med. Nat Commun- Autophagy- Signal Transduct Target Ther
Clin Cancer Res & Redox Biol% %y 72 & £ & ®kSCIE X504 K, £HEFE K
AR FESFATE. EALT, 973X, BXE LRI FRAENE 5
TERFREB, #HECancer Communs Adv Ther¥s 2 £ 9%, THARITAEH
WAL RS < 5 T 5 R

W, PLRFMEHEF AR HEERN, FESERBEHELEER
EREFARS, TEXFREMSWELZETTLERLBETEZR, ¥H
TEWLCNEANENVER2FSHZR, PEHEZLMEHELLVZRE S
ZR, FEMEMSHEREET YR ZREHER. AR T AN RRFE T
WAILACD)HLF B H A B a7 AR, AR T ARR: (1) RATHRAT AL #
MFBAATHKRRAR AR TEAKATHIFEAMEGWF LK, FIA%KET
Jife 55 M B 5R T A 30 40 M i R LR B R OR 3 AR ICDAR AL (2) K T M E 40 e Bt
THXESREEF T ERRBAEL KT R EXBERAN ST EN &
BT e T | R B R ICDAR 30 WY BT R e, b 25 A I R R e 1 T
BRETEBKYE 3) BFIBT-H3REN-BEEA BN EFARERERE
Z, R T #mBT-H3W Y8 % KK H (8 BRADC 2 4 & 3 22 ICDH . 1E A4
W 15 1E # 7= Sci Transl Med. Nat Cell Biol. Nat Commun~ Adv Sci~ Oncogene-
Signal Transduct Target Ther. Clin Cancer Res% ) F| & % SCIi X204 &, £+
ZHER /M FELET ETE.
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TE MA@ T XAEANR, % F 0T 69 R Z bR AE T, 455 2 e
T 0 R IR TR T HAA, 5 T @ TN AR, @Ikt 7F A
ML ARG LR T REEEAEC, BT IR G T ERIEZ — R4 A
KR FBE T, Fedih - miaie T R A KR AR QAT IE 6 T 7 X, AT IR st TR A A0S
SFHROEMFRELTIZT RERE, ZHAAT. A%, ST, BEURARRTES
AREG BT RN, R LM R AR 4. ZEAE ST POER, AR Y@ oAz
P SE T IRILA) KA T 89 B M B R 0 R AT R EAT 4R34
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Regulatory Mechanisms of Tumor Cell Death and Targeted Interventions
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GUO Yiging, LIN Fengbin, ZHU Xiaofeng™
(State Key Laboratory of Oncology in South China, Guangdong Provincial Clinical Research Center for Cancer,

Sun Yat-sen University Cancer Center, Guangzhou 510060, China)

Abstract

With the in-depth study of various modes of cell death, the regulatory mechanisms governing

these processes have gradually been unveiled. Notably, the immunogenicity of cell death has provided new insights

into these processes, enriching the comprehension of cell death patterns. Resistance to cell death is one of the hall-

marks of cancer, promoting tumorigenesis, progression, and therapeutic resistance. Targeting the induction of cell

death presents a promising approach for cancer therapy, and significant progress has been made in the development

of targeted drugs against core molecules involved in cell death resistance. This review focuses on the regulatory

mechanisms of cell death represented by apoptosis, autophagy, ferroptosis, necroptosis, and pyroptosis, as well as

their roles in tumorigenesis, metastasis, immune response, and therapeutic outcomes. This review also highlights the

latest advancements in drug development targeting key molecules associated with programmed cell death resistance.
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PR T S, (EAEMR b R — R HE
B AR . ARt T Ty S e 2 R Y
AL, HA R B A B TS SRR, S 4EREAE
YIAR R B RS EREER M, DUF &L E
LA AL T 7 2SI LS (B 1) .
1.1 R TR SF T

A T (apoptosis) A& 19724 KERR &5 PI7E W) %2
RN TR B IR A AL T B R 1E i 44
HIEH . BJE B TESRE K E MR 4Rt
IR % R R ik, HORVITZ. BRENNER
ATSULSTON = A\ T 20024F #1175 % VR AE HE 22 ml B2
A R T B R R A R, LR )
8 T2 40 M DA BT 2= IR 4R, 5 5 5 M
A, IR K A3k . 2 A AR G e 5O AT
i, MR ERCRI, fERTORIA, BRI R BT
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Fig.1 Modes of cell death and the regulatory mechanisms

P V2 T 0, TR IR T/, T LI R AN B S
i SN B, T 5 2 AR ) <A LA BE  (necrosis) I &
B T —FAZ I 4H AT . B % 19884,
LASTERZE W& Bl TNF-ai% 5 A48 BT S B0 H AR
HURIREAE ——n 24 PR S s e B 1 5 2k . Al N 5
MR 4 38 e I TS RRAE, SR TR R, IR
BE] 5] SR SN . H b (autophagy) HH ASHFORD
AIPORTERPIE 19624 KB A “HEZH D™
ML G i, Hod e b s R . A
Wi A TR AR S 75 AR 7tk = LAt 20 P R 38
MGG, 4 M8 B AR B 5P R R 3R AR S R T
PERFAN AR IRE T o SR A AR T RS 5 %
OHSUMI™[A & 30, 5 W B AL 177 3R 45 20164 1 DR
A E RS AR A 2 R TS AR R LA FE
{ELEF, 4 M R 2B 5 5 1 W, R LB ) B K B R
FAITRT L AR, IO H O 2 0 o A o e, AL 4 R A AT
PR¥FSEHE, FRE WU 5L T (autophagic cell death).
] 20014F “£5 T2 ”(pyroptosis) % & HH BRENNANAH
COOKSON"HE H 5, ‘B[ 5E LT ES T et K I

3% H caspase-1, BB SO — Pk T gasder-
min 5 B 1 05 I AL 1Y T i s i i s, T
% LA A AR . AR R . N R
T A e (A [ 46 Dy 5 BERRAE , AT 5 R KR
KEJRAE L 20124F, “BRIET (ferroptosis)” 11
B X B DIXON 1B B | & —FfoAs ] T 41 ffa 0
o BB, ETSIREFEMESET T A, R s R T
BRES T 10 B P S AR i SRR, AT 4R Y AR
I S SR A, 20 B R R XU o1 2 B A 545, 4 4
AThEesZ 8, 5lRgistT:. MELSS% L, Eras-
tin(2-[1-[4-[2-(4-F KA IE ) LT FE - 1-WR IR IE | 2.5 -
3-(2- LR FE IR L )-4-(3H)- M BRI ) 51 G2 () 41 ffa BB
T RIS A AR 5 ELAR B 53 55, RS 2R AR /I, I 7
o, Mo FE R I AEE

W USRI 84 38 (10 40 i A0 T A & 3R
20194F MALIREDDIS Pbg HAG BT, T FIAGE
PRV TARFAE B B8 T 7 i 4 92 A T2 (PANop-
tosis), H4 H o R G e A% B ZBP LA TAK 1
TEIZ TR G 26 R p R ¥ AR .
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REZ R R —Fh R E R P AN st T, HA 4
FET7 (pyroptosis). T (apoptosis) Fl /B4 FE 7 P I8 FE
(necroptosis) I L BERFHIE , {H PANoptosis A BE# 41 i
T TR P RIS A — Bl Ty s
FAILE . HiFE T (cuproptosis) &% HTSVETKOV &)
FE20224F 42, 31X — P A 114 i 196 Ak 2 1 R A
R LI Fe-SHg R E kb 51 g st 277 X,
TESFHE AR RAAR s . AIRRBE . Wi
P f3 4 15 DA R e 6 5 1 2R . 20244F SWAMY NA-
THANT 5 A B U4 T8 e I 4 A 28 KR A4 T it iR
SN H 25 B (menadione sodium bisulfite, MSB) A B
PR NS BERR LT 33 VPS34 11 S 1 it &
M2, fEVPS34035, 7 —MluRr AL 4R L AL
il —— = T (triaptosis), B b FE RN A
KRR T J5 51 A i 40 M A 2

1.2 YRS TR HLE

121 AT WEF 7L 2047 24 L ) 08 2 R A A fk A TR
FANEE L T S AR 43 D U5 T A PN IR O
T ANV T g A7 T 40 B R B8 T 52 A Bl A
Fo SETZRZARE T M IR SE R ¥ (tumor necrosis fac-
tor receptor, TNFR)H K%, HEI AT A H
TNFR1. Fas. TRAILR1. TRAILR2. DR3%. 4t
T HC A b HAH B 52 4R 45 & AR ST A0 T2 S Ak kAR 5
BB =R, (R R I 58k 5 H FADD.
caspase-8/10 I FI A& LA K c-FILPZ: S (R AL T 715
‘5 & 41K (death-inducing signaling complex, DISC)[1]
. c-FILPH]{i¢ i caspase-8 3 S AL 52 M G 4k, V&
b 1) caspase-8BEJEGH NS5, i — A5 0E A T 3AT
B M caspase-3, e T2 & A« XA T AN T2,
Z AR DNASS « A T 1B, ok ik
05 BT o S5 S R IO AU AR AR T TR AT
BCL-25¢ 1 £ 151 /2 20 i N 54 0 T O 1) O B U 48
K1, 254k iRsNERIE R dRifast
FEL () i 24 5 204 B €4 2 C (cytochrome C)RISMAC(ZE
TR R AR IR T caspase BTE ) S5 FIRE L, DA E
T ¥iF caspase-3/7 RIS, FAEECA MRV E A, (e
I T R A

122 A% FEMERA AR A0 A B R E
e AR FE R, — 20 3 WA O K =4 (autophagy
related gene, ATG)AS %5 4% 1 XUBE IR HITE R, #
PR BV, COEMRIY IS R AR, @i
BRI B 5 1 F B N B . 250

5 E WS KRB 5 T2 mTORBES , & Al LU K40 i
PN I RN ATP ) 5 0 A T 4% 1) 4 B P 1 Wk v 12k
FEYUREL T W87 R AL B 24 AF T, mTORE LM A,
ULKIE &WI8805 . ULKE S8 UNC-51F: 5
1(Unc-51-like kinase 1, ULK1). ULK2. FIP200.
ATG13M ATG101, /&3 B AR K K. ULKE &
VI R e E R v VPS34 8 S 1( 45 VPS34.
Beclin 1. ATG14F1VPS15), ‘B AL [F W g i
JIE 9t VLB -3-% % (phosphatidylinositol-3-phosphate,
PI3P) (124, itk | Wy (1) ZE A o 1717 2F B ) PI3P
fink 2 1 W AR I AL 7] PR 4 5%, 45 ATG16L1-ATGS-
ATGI2E G5 H W R o FlBE W6 1) E
ik ZURR 2R 1 ATG4KS LC3 24 N LC3-1, 2R )5 i
ATG3. ATG7FIRRE W RN T LC3-11. BJE,
LC3-1I#4d N\ H W4k . STX175 SNAP29FI VAMPS
LA TESNARER A1, % AW # B H WA
b, AR RS B WA RS Y R B W A 1
Beclin 17£ H B #3 “sP N BRI, 2545508
#%1] LSS Beclin 140 AW . FRATIRE AR
CaMKITi# s 7] BB AL Beclin 13858 15 W44 P 7 J U,
T CK Ly B4 i 2 1k Beclin 1/1S40947 i {#75Beclin 1
WL B 1 L BB S A5 T p300 ZBEAL , 1 2Bk Ak S5 1)
Beclin 15811 Rubicon%s & %] Beclin 1, 11| B kA
BRI AT 9038 % I RS 5 INK/c-Junfig
i Beclin 11#%% s 4k i 75 5 H W U9, 1 CUL3(—
E37Z %4 )5 Beclin 1FH HAE F {23 Beclin 111
2 FALRBE AR, FELWT E R R AT

123 %kb  BRAETCRE BRRIE R AR B A A
FIr=AE . BEAERT TR BH, UiF 25 15 1 2 (polyunsaturated
fatty acids, PUFAs)JFAEERSE T I IR BN A 3=, K BEME
FEAH I A(CoA) KA ikl 4(acyl-CoA synthetase long-
chain family 4, ACSL4) 30T e A ¥ 1 O i g ik
S FL [ 3(lysophosphatidylcholine acyltransferase
3, LPCAT3))Z 54 fig ¥4 PUFAs#B N ENE | NG
W PUFASIT AL G 4 B st T . RIS, )T
lif A2#f VI(calcium-independent phospholipase A2,
iPLA2P )i ik B i 25 B 204K PUFA 2 5 Sk 4 il
pS3IBNERIE T X MM FE R T R 255 4
L 2 BAR &4 AL PUFAs I iR R I 44 S 3850k
FET o AH MR B AL AR 2 S, 4t e Ja
HIFEN FHIOT X — R AE . AT
R IR PK CPITIE A A2 i Jot it S A0 ) 1 B A% s 5 Ik
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527 PKCBIVE AN i Joid S8 s J5 , mT LA AL
N ACSL4(Thr328)f7 £, {21 ACSL4K A — 51k
WO, AT AR BCSE 22 B i B S840, SRR i IE
SBROREE, SR TRAE . XE—ERE
FUREIRAE T R — R 3 g AE T AU
SR, HoAth ACSLEG U H AT WM ERAE T RE /1. b,
TR BERE MO T- ACSL3MIBUE , 1E T8 N\ 31 48 Jfa 52
JEBIA T R U9, tehbh, BAREHERR AL T R AR i
P RIEEETEH . M LR REOZHE
&) (transferrin receptor, TFRC)HE M {1 3 IfiL 3 A Y
HEREA-FS HEY. A EYE E (lactoferrin, LTF)
REXG Nk N WAL T . R P U i R AR
— 5 T MR T A € Bkt (labile iron pool, LIP) {2
B ZFH BE (GFR N - Fe? 5 Ho00 % WA B Fe™*
M -OH), 53— TJ7 1, BRAK Bl (L S BB A 4% 1 8
FAEH, Blnte A VY4 IR i 405 B (arachidonic acid
lipoxygenases, ALOXs). Mt % & B B85 i 40 A= B i
i S, X e S AW AT A D S5 e S ) IR
i s 1V E=R S AR G A

BRACT B8 5 48 12 22 =R /GSH/GPX 4
. FSP1/CoQ10. DHODH/CoQ10LA /2 GCH1/BH4
R, HSLCTAIIEER Yatis 1 Bt R IR /A3 T 1 )
iz 8 H xCTH GPX 452 e 7 K R ST R AL T2 K A
I OCEAE 5. SLCTALFEIZ 4H M A1 1 bt 2 Bk A\
YA AN A R GSH, [HIE SLCTATTER FIK T R i &
PG U GSHIE D | TGS I GPX4 1S 11 20,
R4 L R PSR R SR TS K 25 2 Erastinfll RSL3,
EATHLHI#ZE R T SLCTALL-GPX4E T4l [
T GPX44k, IR AL CoQ1O0 M2 i BBk AL T i3 I
AR S AW IR PENLE] . BT 5K I FSP1RERS
JE s R P 0 I i U M PA A% R 9 2 (nicotinamide
adenine dinucleotide phosphate hydrogen, NADPH)
A I8 JE Y (1 CoQ10, I8 ALK CoQ10RE S H HH
B o A B (A, DHODHH %8 5 28 K A4
JE G B S AR A R B2 Bl S, AR SR ITBA K
TR TR G A NIRRT Y
BH4 1] GCH1{E— CRISPR i it # #f & Il =& Bk 7
TR 5. GCHIRERS 4 —Fh I BEAT CoQ10
FAARIHUEAAL T BHA, JfREHE N CoQ10R) & B A ik
7 5 I F 0 Bk B T ABURR B8 AN LR T 0 TR 1
I JUAE, 22 Mt 7ol 224 3T (1) Bk A0 T4k #7720
Y5 I A B et T R 4 ) T B A AR A X BRI TR A &

KEE, FAIIHFFLEH, TRPML1-ARLSBA (1
TG R Bt 2B B R AR TP R G, IR A
T I B AT B Y Fe 1 7 B 4 i ik 2 i R ik SR Ak e A
[ B} 34 580 SR RS 52, B N S AN RSB T HE BT
1.24 ML YUMIERIE. FALBER LR
WG R REIE S RAF TR, BRIt 2 1E T
TR < Ah 77 OB R 2 JET 32 B4 TNFRI
Fas. DR4#1DRS, i#id 5 FYFEE A TNF. FasL.
TRAILZ: & n 72 TSR S5 10 R I0E A2 7 PEIA B
TSR ah & KA J5 , (R iE 5% RIPK 1. cIAP.
TRADD. TRAFZ[K ¥, X &K I(complex I).
KEHEN T, EAETHEGBET(E S, AP
72 AL RIPK M #E NF-« Bl % (0305 , 43R40 e
A — L JORESE R RIE . HFET {5 THEK, WicIAP
SIS B CYLDBIE I, RIPK 1R 32 &1k, BT
complex I, 5 caspase-8. FADD. TRADD#JERE
EAk (complex INHATAHMIILT . caspase-8iEH L)
HIRIPK IMIRIPK 34 A% 57 HE IR B, I 5 N T R
) caspase-8, HUAT AN T2 . 2caspase-8RiGHT,
RIPK 15 RIPK 374 AJE B3R BE/MA (necrosome), #4
FEHBWIEMLKL, $UATRRF SRR, ok, Efr T
2 RO AZ JE N N B prelamin AR] DAENSZZ0ER A, @it
H C-Ui FH ZE 4% TNFIE I RIPKIEBEAAZ P, (e it A%
RIPK 13— 251540 1% RIPK3 (1305 LA X % SR AT
IMEIITE AR, S8 MLKLEGE . #ZIEAEZ2. DNA
I 5 H v i R A 2 R A A T BT
Toll#f 52 4A3(Toll-like receptor 3, TLR3). Tollff
AR 4(Toll-like receptor 4, TLR4)FZ-DNAZE A4 H
1(Z-DNA binding protein 1, ZBP1)%5 #5201 7 52 44
W AE BEFEF EIRBE . TLR3AI TLR4 5% TIRS:
P31 #2175 3 IFNB(TIR domain-containing adap-
tor inducing interferon-B, TRIF)45 &, JHid RHIM4,
P38 2 4 RIPK3, WRENFEF SRS . i A% R I 52
A% ZBP1 A 55 % 1) Z-DNAFI Z-RNAZE 4, il id 3L
RHIM%E #4458 5 RIPK3 45 & T2 BRIABE /M, B FE 7
PERBEES, T A0, AR R AUk B ORN v B
RSB E YA ERE PRI . EIRA LR,
L N AMPIG N IO AR 2 i AMPK .. AMPK
R A 3 RIPK 1, CRAIE RE 2RI T 40 M A0 A A7
I 8] B BB I, AMPK A S ORIPK 1R 1 7K T
BRI, M RIPK IS . BhAh, Tz fe AR
JE& 734 ] # i DR4/DRS#E— B 0% RIPK 1P, S
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TR, FRAEEFEGLN X RIPK 1 P1954 sk 152
A, FFHAL S RIPK B 5 pVHLE A S
LRl % R XIS S BT B BB s RIS
~, dH R KA, AR b Na/H 5 18 RSLCOA 11
WO, SRR N pHT E, A N RSB P DL
FEROERIPK3 I SRR T A0 R A, T AR A
RHIMZ: #3801y EJi# 4 FARIPK 1. ZBP-15{TRIFPY,
125 ET B EORAS T, 4K Gasdermins 17
C-¥it 5 N-3i JE 7 5 N B 254 . ik B g
B WOE I, PR S 1 U0 E P ity (R4 X, R TBON-Biig &5
FIBPAT AT . 22300 RE/DMAIE S, 1825
1R 52K (pattern recognition receptors, PRRs)$f 5 14
WU J5 B 95 4H 5G 43 7155 20 (pathogen-associated
molecular patterns, PAMPs/damage-associated mo-
lecular patterns, DAMPs), i i %78 & 1 ASC pro-
caspase- 1455 JE A RE/MA, pro-caspase-1 K £ H
B U] 11 35 AL B caspase-1, %} GSDMD., pro-IL-1pB
Al pro-IL-183E4T 1%, GSDMD-Nit F BEAE 40 i Jiss
AT AR, (AR A ) 2 RE PR 1 IL- 1B AN
IL-1882, JE22 B S5E /IMA T % 1, caspase-4/5/11
BRI SR 7 AR 16 LPS T S Ak, V1% GSDMD
72 GSDMD-Niig i B AT fE T Al 4 i A A
ZLFEUN KM RE NS O AORE /MBS, TS AL
caspase-1/13 IL-1 BT IL- 1811 BLAAFURE I B3, B T
Nk caspasedh, W 7t K I caspase-8 AJ 7EHS /R AR AT B
SRR 1) 15 2 i 0E JF D1 %) GSDMD, 51 & 41 i
FETC B JEAL ] caspase-3 ] BE 5 1) %] GSDME, # 4
326 1T BR 110 20 L R P B R v T A A% R A A T B
A, CTLs 73 WA BRURL B ARUEURIEG B PR 48
MORE TR 3 77 B ARG AN R S I . ATRBE BRI 40
WA )RR 7 R R Ah 25 3K BIY R RGE nT ) B IS AL
gasderminZ5 Ji i 71 B3,

& 1 FiR GasderminZx A EIN FHIE T2,
Gasdermin® [ AE VI B/ 5 000 FE Tt 0% Fiki 2 R 30 o
DU% 4t GSDMD Cys19 147 £ 4 S-AE A AL,
XM 2 LT O 75 8. BEAk, 75 20 /IMA I
B ROSHUFR AL S5, A n 7%/ GSDMD-D275A
RARA 22 KA, FEHATAIRAE T, X —
RIXT GSDMD Y] 1 72 o3 e — fisk 2 PR 2% FR 00 5
P T HRAR, KRR R A2 GSDMDAEFE T 2
DI REEVERE R 1 Nk E M RIYE . 4l ZHOU
S VORI, B ZU )R 2R CHE ST RE B (2 i3 GSDMENY

PARML, FBUHA GBI FR B AHDRES ; [FIRS,
ROSIIGINFHH AN TER, HA 42 KGSDMEE
AT U AT
12,6 ZAT AT IR R
Wo—HW NN IATIBIEN, JLFRAES. A
R 2 E R R AT RIAFTE iz 8, IR A
APV B A XA, HET A ez T B
W7 =R, o5& ZBP1. RIPKIATAIM2, &
ATTT DU SZ AR e Pk 2 PR T /M R LA T
= b L AN [ S R 1 DR 2 R T A
Rl ZBP1-PANoptosomes. AIM2-PANoptosomesHl
RIPK1-PANoptosomes. 32 i T-/MEVE—F 70+
XEE, RS ST AR TR BRI
K FRHATRRNSS &, TS S M T KA.

AR H TR EE T =28 © PAMPs
i DAMPsf% 838 , #lt1 ZBP1. AIM2MINLRP3; @
IERC A%, 1 U1ASC. FADDAE; @A BN 431, il 4n
RIPK1. RIPK3. caspase-1f/lcaspase-8“*, fH&, X
P RS AS LT 1. BN, 76 TAK 1SR FE4H i
VA B 1 ) RIPKO A 0] B A S — P id e 25 121,
ZBP iz T2 H A a0 i i ARz T
4. ZBP1H) RHIMZS #3830 RE % 5 HoAth 5 RHIMZS
MR & AW RIPK 1. RIPK325AH FAE R . 76 HI Y
T B (influenza a virus, IAV)EZLHA[E], ZBP1-
RIPK3E BV A T 52 4RIPK 1, 3 1M T8 Bl LA
ZBP1/RIPK3/RIPK 1/FADD/caspase-8 4 ¥ Z il 43 I
ZBPLIZ TR, RSz T 0 R A4,
1.3 MR TR ERM

BEAE R TN R G TR PR AR I SR T — Bl kT
MIANHBE T 2, A TS A A G % S e ), B
ERAMRN, AMIURILZ P st e A5 685
RMURI s N . Bhn, 7257 MR350 5 200 40 i
JRIEERENE R AH N B IR S Be e A TR 2
(1) JERE I L, B e LS R R A bk L A AT A
()R L) 1 GSDMB A GSDME 175 5 (14 firh /8 201 it £
T B G f e, d i 93 G A B AL
B8 RPN K5 PRk B 4 B A St i e g 3 e 6471,
AR, BRIET: T332 1) I e A A AN 1 4
JERE 2L, 1 REHE FETADAMPs, 0% %005 245148, [Hith,
LA RERG AL HEDTIR S5 . SIS HLAAE M G 28 e v
LT XIEA — 8 ) e i i, v IHZE Ry “du s
JEVEA R AET .
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TR E Ao 2 SR MR A E T 1) = A 2 SRR AE 2 4T
JEPE Pt ATEVFIROA . ALK 2 Kk
VP2 518 EA A IE S, DLOE 4 R o
SET IR e BE S O M o T yed 20 H 70 i P 5 95 R S
T HBAHE G RGN A RE T o SRR E TR (R
TRV A A A i 52 4 i RO, 15 1k
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