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[Abstract] Septic cardiomyopathy (SCM) has a high incidence and complex pathogenesis, which can significantly
increase the mortality of sepsis patients. NOD-like receptor protein 3 (NLRP3) inflammatory corpuscles play an
important role in the pathogenesis of SCM. Mitochondrial dysfunction in cardiomyocytes is also one of the important
pathogenesis of SCM. Activation of NLRP3 inflammatory corpuscles is closely related to mitochondrial dysfunction. The
study of interaction mechanism between the two is helpful to find a new therapeutic scheme for SCM. This article reviews
the interaction between NLRP3 inflammatory corpuscles and mitochondrial dysfunction in the pathogenesis of SCM,
as well as the related mechanisms of traditional Chinese medicine (TCM) prevention and treatment of SCM, providing
theoretical reference for further exploring therapeutic targets for SCM.
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JHRBEAE A — 42 B PR 2% B DRI 17, R R 5 1R 1Y
i 2O SR A DT X A A ) S o A A IR B
BEZKZ RN E Z—, B 5 MEEAE 85 K B s
A AN . RS R 125 A8 20 Il W, S0 R
¥ 57 (intensive care unit, ICU) BB e E5 9 10 T % 95 2R
Ja B 58/10 7, [ HEAE R AL R B ik 26.7% 1. Mk
L (LI (septic cardiomyopathy, SCM ) 2 it 5 P 0K 72 B 39 By
B By 50 WUBR I T DG Y 2k | AT D e LR AHIE,
SCM T g £s e — LN AR PR IRl UM AH ST AN L . k7
B — B SCM I AE , 3l 8 TS IR SR, L3
70% ~90% > [, % T HEAE S B0 L 15 , 1T
TEAR L BB A5 1 A S it HOCHE . SCM Y &k
BLIAE# 2 2%, B AT R 5E 2 IR i,
SCM 1 HE e J 2 i N AR Bl R G850 VA R GEZ Rl AH B

VERT 301,

I 20 42k, SCM MRS 3 1T 2 0 . Ao
H, NOD RE2 R 1 3 (NOD-like receptor protein 3, NLRP3)
BN B S R S B AR A, 7E SCM & i ol B ki 3]
TH T LR R R S8 RN AR SO AR X 2 3l A7k 1
BRIz BTSN i 2 A T B
JE SCM RIRACEEIN R Z — , G | Sh TR A R R ik
F A B I 2 T AR AR T RR R A, i — b d i 2R ik As
JTE NLRP3 S5/ MARYTE Ak B2 . AL, NLRP3 485E /)N
RS SRR RE RS Z MR SRR 2R, DI A AR I
SCM i aed A8 e B SCHEME . A IR NLRP3 2 4iE
IR LR R I BE RS AE SCM & 1 A5t v A AR B S i, 3
Xif v & 25 AE B AR YT SCM 5 T A AR AR ML A T 4 1
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1 NLRP3 HE/ME

L1 NLRP3 RAE/NA 25K 5 D1 fiE - NLRP3 5205 /M4
1 NLRP3 25 [ . I 724 SC B 23 A 25 1 (apoptosis-associated
speck-like protein contain a CARD, ASC) R & QR4 S
2P =R 2B B 1 TTIAR (pro-caspase-1) FiFg B89 KT
HAE A, NLRP3 HA 3 NRFE M4 © & F5
SRR T P B K ZAK (leucine-rich repeat, LRR) 45448,
IG5 H R 32 B B LRR PSS 5 LR AR 0G4 T
(pathogen-associated molecular pattern, PAMP) 43455 A 543+
TR ( damage-associated molecular pattern, DAMP) ; @ #&
S5 (pyrin domain PYD), 1225 by 32 3% 422 T Wit 36 422
AR 53T B OCERIT ; B 5 i R ek A G
AOAZ AR TR A SR 45/ 35, (nucleotide bingding and oligomerization
domain, NBD), H.7& =Wz IR (triphosadenine , ATP) fitiy%
PER R TR RRSS A B S5 5 (Nacht) 5 F 3BT NOD 32 1k
ML ZE. 5 LRR GERISIRGIIF S PAMP 5 DAMP 25
I S 52 AT 1A T SRE /AR R SR RS, B A
SEAR S 351 N E S OCH S A, RS EE
i A5 Al TS AR AR T ASE BRAE 5 5 S, DT 52 1l 44 i
g,

ASC HiHL A 5 NLRP3 SR AE/MAH Az 1 B FEAET - AL
BOARSCH OCHEHE  . H AT HZ5 ) LI RER I oT .
75, ASC 335 78 5k i M WE 235 440 4, (pyrin domain, PYD) 144,
Fe g 2 B K A Tl 55 4 45 44 35 (caspase recruitment domain,
CARD) P> SCHEES 438, 73 31 S 2 52 L NLRP3 1) PYD
SERE BRI e KA R S e 22 45 16 1(caspase-1)
1) CARD Z5 M3k 76 0 — SR AR (A, P 4% A 78
US43 AT R, DT 42 S SR A HAt - R 51 A
Yrisah.

caspase-1 f{3% pro-caspase-1 £ 21 i 5T A S RS
I A IR ERA . M H S EIE RS 5 T
WA R EARE S IS 5HNENZ
PR AR ARG S T BRSBTS, 41
A Z Rk (pro—interleukins , pro-1L-13 . pro—IL—lS) A
AR L AHIEA 2% (interleukins, IL-1B \ IL-18), X454
TEARFFIE B S SN A B Gl s vh R H6  HOCBE Y
YEM . BRIELZ AL, caspase-1 M HA —Fh 54 Pk A A9
B S M RO R AT T 7 38, B & A=

PRI, NLRP3 S8 4E/MATE Z B i 2 AE | e Fift
AR R VR HT AN R Y e R A S i AL S AR
3} ZZRNEERIIK) DAMP 1 WA R, AT 5| % 40 B
1.2 NLRP3 JAE/MARIBEERHLE] - NLRP3 JAE/MARER 2
FUAS TR B4 B0 , L4524 LAh AT Z R0 CkE (lind ks |
A FRFIHL) il RNA-DNA Z5c ), SE R RE SR 1 | JIE [ e
& B Z 5 (lipopolysaccharide,, LPS), B4 | 4 7 DNA LA
W or =) U N AN A 1R

NLRP3 & E /IMA I T A2 B2 1T LA 43 o0 A A%
B BSRSA 3, B RE . TR shid R rh, SR

BRI AZ A4, 4l Toll #£3Z4& (Toll-like receptor, TLR), H:
AP PAMP FURE JJ . Bifi J5 0T A% % 5 - B (nuclear
factor-xB, NF-xB )5 Sl i , 7B A K F IL-18 FIl IL-18 7K
VBTt FEBE Y B, EEIE  PAMP Hl DAMP fil %2, fie i
NLRP3 4 /IMA Y 2 4%, caspase-1 4 5 (19 IL-1B F1 IL-18
53, IR Gasdermin D (GSDMD) A S 4iffafia "2,

NLRP3 4 fiE /INMAIE 98 S L A9 2 0 DX SR, 385 4 930
NLRP3 SAE/MASEA R, BEAE T BRp S 1A Y JR e  E2 ok
FEWOE AT RE 235 | A BE R JAE B , AT S BHUAZ 45, 30
A WBFFEIESEFE 1, NLRP3 S5 /MATEIRYT A & et
9o A 2R IR AT IR LA B AR I S IR A5 T T (A e 7
FERGBAEOCTT A WAL B 7R PR 2 R MEREAL | Blifik
WORERE IR 4E) B T —ER9VERT . U, NLRP3 45/
PRELE L RCAYRYT SCM AW 5] SRS 2 —.
2 LRNRIIEEERRS NLRP3 RAE/MEHZEIER
2.1 SORRPI G NLRP3 9 0E /MA « fE bR T RE 2
IS T, 15 P 5 (reactive oxygen species, ROS) ) A= 1
FIEBRAEAEAR V-5 150 . ROS (9B R 1] LI K DAMP #4075
NLRP3 RAE/MA I —Fhi 42, JEA Al g fil & — R 51 R )
BRI ROS 1) E BRI LR 1. 24 2 A B
) P A% Y % A 3 0 IR i 3 RS 6 2R 11 2 (uncoupling
protein 2, UCP2) [ ERARTE (1 TT 453235, ROS 7E4N i N SRR
F BT 20 I R 1, 5 NLRP3 8 (145 4, I T 30T NLRP3
SRE/R LB, 3 UCP2 KR AR
RRIRTIRE, I Bh A NLRP3 R AE/ MRS . B,
UCP2 (32 1K AR % R 755 ROS 1 R, 3 1M fis & NLRP3 44
AN FECOMAIIART . Zeng %7 BRI RN, B K
REAL IR ZORAAR S T AHOCE 1 1 (dynamin-related protein 1,
Drpl) ABAERR fb A FH , DTG fioh e ki 43 24, 3 30K B 4oks
& ROS 7Ejit, i — 25 fih & NLRP3 S /IMAA T 1.0 WL AT
£ 7~ Bronner %[ 18] KB, W LB B 1o (inositol—requiring
enzyme Lo, IRE1o ) EAE fil 24K M ROS 1) NLRP3 % 75 3| A
Jo X5 2 A P 2 A7, DA T R caspase-2 ST
F Bid Z [R5 S sl X —id f o R E LMK DAMP
BRI, I — 25308 NLRP3 RAE/IMAM A i, iR IF5E
BRI, LA iR A2 45 R 1 ROS B A3 in A Bh T
NLRP3 Al MARITE Ao

SR, AT AIFSEAR Y, 2553 S0l ) 2 M e | 8o 2 A Al
IO LR 9 B (encephalomy—(:arditis—virus , EMCV) 4b B 5
AN, #2515 % NLRP3 0 /IMARY S, AR KT
ROS (101, PRIk, HEI ok S a7 T (14 S E 20 IRl 240
I FAEH P AR AR . AR EUE R NLRP3 484E
IMAETTREA B AR AR ROS SR T figdE s (HO AR Z T
HI) NLRP3 SAE /MRS 7 235 | R LRLR D RE B b, M1
fih B2tk ROS BT AR ™. SEHIBETE R, NLRP3 4805/
PRI TG 3G 5 T 2R A SN, 38 i B NLRP3 %
S /IMA I AL, AT LU Sk e 2ok AR T RS . b aRgs
AR, NLRP3 SAE/IMATE LML N 75 3 50 S 2R 5 5
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WK GRARTIRR RIS R A EEAEM . Bk, NLRP3 &5
LRI B T BEAFTE SRR AT I 06 R (R AR FIBL
il B BTSSR T . B, 5T 2R ARG NLRP3 4
it /MRS BRI 3 22 W) 2 4= AR BAE FH AR I

2.2 ZRRIUR AR NLRP3 /IMARIE AL - 2 A fe i 2k
A S NLRP3 A S /IMA ik B2 V% BRI SCH K 2%, 5 G [
NLRP3 JAE/MA 0 e BEZR A Y B i 55 e 08 . 2k
BRI RE A 7 B T EMER, Rk
KR T RE AT )5 2R Z AFTEAR DGV . H e 4
PEFT I — P AL RS Bl JCAZ O UR ST RS BRI P AR A B sl 37
PRGN ES , A IS TSR 1Y 2h 2 AT g b R AR AR
BEAN, R S AT 22 B L] (O T8 ) A3 G, (EARE
TR SRR F AR PR O IESS A AT RE MY IE #5981 T &
PG F AR, BRI S S PR TE B2 40 i ORLIAR, DA T DR 240
LA E VE R AR Y Rl B b2 o TR, YRR IR B A
LRIURIY [ WS ARSI LR AR FEAE | SF IR bR
Bt iR E . A AR R, AU s, 2 £
W2 B ORI ROS AR A, MTifih &2 NLRP3 J85E /1N
RN RN AT b, bt 25 SR AR i
Hi / FEE AR R T S R 0 — RS B AR . R
LRI A W PR R S NLRP3 S5 /AT 9 G
FB WA R, MG LRI Y 5w 7 ] A 280 i
NLRP3 4848/ IMA R LE i S A o= ABFTe 1 7E 25
BREEHICE A 1 724% 3 8 (microtubule-associated protein 1
light chain 3B, LC3 B ) BAHDCHEE 5 H L Beclin-1 5,
FAE T ATP H00 E W20 M, 2 5 B0 i N 52 0 2R A
B, (G F NLRP3 48 4 /A (9 800 tn2s 3 hn>. <loky A
EOREN (P iR U R e i oI =% N A N ES i NWNTIT]
R ARER AL R ROS 7K F-, I ilF — 25 34l NLRP3 4 iE /MA 1Y
AL AN, Peng 25120 BB M, ORA H W7 571
FE 6% 1 TR T BR D RB S MR R 1 BE T, 2E i A0l NLRP3 %
/R TE AL, AR, RGBT 1550 e 45 3
NLRP3 RAE/IMA . TERZAN T I8 T2 03 v, H 2 50
YRR 5 575 T A, R S A g & A4 . ROS 24k
A e m B EEM NS S T —7
LR IR, AW SORLAR 1 W — b 1 FR R A BL]
TR AN 32 ) BE RAE B o 3k P AL 88 2 97 1)
R JERE/ IMAS IR TS Wl A RE BN A1 3, e 31 1 OGS AR
FHo SR, X8 [ I 442 DL R ki A 1955 NLRP3 484E /N
PR Z ) AE B S A T D BRI SE

3 NLRP3 REIMEE&HEE SCM & imiLH FrIER
3.1 NLRP3 RAE/MALE SCM % 9% AL o 49 1 F - NLRP3
SR/ IMASEAPE R G 5 JRAE SN A AR JRE/MAR
RN Z— BRI il & Se R S sie RV L. 24 I
i Be 3 3 filh & 22 i A0 R R R AR RE A 0T 04 A B, DA T
P IE R RA R IR R . B R HeFEIE (R &R
HLHTRA T i, A528GR 3 NLRP3 255 /MALE O AL
AR TR B P R AR, JRTE SCM A kSt #

HE B LEEAEEMEM LAh, 78RR /N B0 L4 21
o, NLRP3 B/ IMARIF IR B 3 il & X oh T B0 ML
RERLC LA T — D R 2, i/ 3
G BARKA T caspase-1 BTG AL LI K5 ASC iO%5 &
o R EER 34 T2, e 54 pro-caspase-1, Ik —
S HL AR J 1R BR 1Y caspase-1. 1] NLRP3 48 5E /IMA A BE
FIVEAT caspase-1 I T Ak, IAI2 T 5 i A0 5C (9 40 i X 7, 4
IL-1B 1 IL-18 By 7= A5 5 R, 3 th A5 7T e fik % 4 i fls T3
G FIWFFE I, 30 3 I SR /A A RS LR
AT LAARAL SCM 101 , 348 T BE I /0 12300 45 T e 1) 9 0 i 1g
FAMAET " SERIAIFZE B 26 T, 76 e A0 /N B PR 2t
[ caspase-1 ZE[H gl ffi Fif NLRP3 #i50 AORE LT, Hgw BT
REREAT ARSI — R % . i) NLRP3 7] A 20k LPS
75 S 0 T /N B O IR D B, JE I AR R A
NLRP3 S0 /NMATFE— i B AT 4 9 E 40 2B Bl 98
AR IRE , A3 Bl TR 5 M A DG O L3
UL, B A4 ] NLRP3 5 /MACHE BTG , LA n o] 4
RAE S , KRR I W AR YT AR AL TR A%
3.2 ZRRIARTNRERERSTE SCM RALE T EIERT | O IEEAL
PR B T B EORLR A SRS B I SRR 1 ATP A:
B WL e T 5 B4 BE B, O 4 B0 U T g O T R I &
REERMEH o O WU 1 R F AL Wi AL
BRI O S Ak S T g [ s, 5 3h ke R A4k |
WD 155 W SR L A B R SCM & th
JIR BERE -1 0 L LA P BRn (R T RE 4013 . bk
B R RS AE SCM YT BRI HE 88 v 2 445 T AN vl o e ) 1
Filo - BT PR 5 AR S A R L2 i R A i
LRI TR N WL P AR L SRR SE TR | 3
Jo N HEAHLIE B, LA S A s 6 S . 5 O R IR 45 22 Al
G, HXSEGERE AR A ] LAFFSE 24 he VFZBFFEEREE L 0L
20 M N R BAASZ ARUR: SCM OB IR AZ IR P T e
A O VAN R A RE AR B AT | S A sl 25k
M SRR W) B I, LA S ok A S Ak O A 45 4 25
JLC LA 2 e ERRE IS o R Y B e A0 K I 3
] e SRR IR F S R RERE RS TR R, Bk
BEAE S5 SR AR 2Z 458 32 BEAL K R 2t S A8 405 R ST 33 4t
VimiFhigte > [, MR L2 SRR SRR 2 | 40
TR HOR A ARS8 . B, MR i 22 (58 A
N, EFR LR T REREAT 42 5 SCM AR 3 77336 6 1 e 7
N

TR, SRR T e R AT RES | O LA T, 3F
— ik 0 3 T, DTSN O0 U Ky I 7 A 1 T A 67 TR
XA SCM B E B P 2 — o WAL AE &
B ATP b A rp SR8 B i BE iR iF— 2 S BaE et
A WA , Z R T 1 ROS FE4E
A R R AR UE— A N T O AN A4, LR A
T “ROS —ZRiiABIi—ROS” WEHEGRER T tehh, i F
LRRIAR I B KR Ca™ ANB, SRR T S B4 A
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i 3L A AR LR S b & A P E R, e 2 BT R
R EIRIE. BRT B EBLAN, “RAEREA " AT 5 4 B
BN TS T A P AR At T, 3
SEMERRE FECOZ B B . 300, th TIREEEA &
XoF O I T S — P FEE (S (A5 O BRI 7 A 1
K22, DT Jo0 i AL P J T A 2 3, e 28 - BUR 3T
[ B A a RS | A3 7553 ik o SN R o | ES oy A
IRTIREREAT , SR IGE 4 (it i A5 0 T2, 3t mT R ek
3 SCM TilJ5 B—AA J1igste .

3.3 NLRP3 RIE/IME-5 LR A5 BAEFHTE SCM &AL
YRR« BET, SCM 1 &R HLHI A KRR G R 5
SO REZ RIS, R R ST, NLRP3
JAE/IMAIE: SCM SR AE S5 H AR i P e /AR . 2Rk Ak ]
FEAO LA P A BB A RIAPAZ L , A O UL A I 3 e A
Y BN P e 7 N e i S (A E I P A TR N2
DR IKEE ] I E A L RO TN = & TN @ N5 7 YA NS ]
A8 I JRFE I RE SR Hh 473 V25 AR €0, AR E S T B —
A PRI BEZAR, M fith %2 — ZR 54 M 451 B
Je SRR IT L AE 5L, LR AR AR NLRP3 45 /A A 3876 A 20
M TR R R ) T OCHEEE L, IF HLAE SCM. 19 & AL il
WHA B,

TS A G, S IR R R ROS AT LAGERL N
DAMP #7% NLRP3 #AE/IMATY Jr =00 A iEdE R, GOk
UCP J& T2 bR B B F 2R 2 1 i 254 0% . 55 NLRP3 %
SiE /M) BOE A B BERER O N R LR R
P05 ] gLt — A i % NLRP3 JEE /MK S0 ALk R
TR caspase-3 J T[4, e & v AR S 24N T, BFIT 4
IR, AR AT LU 1k 2 A B [ A A S Ca
NI, 30 BE =2 K ROS, K 4k DNA B s 21 20 i i
i, TS| % NLRP3 488 /IMA ) S A4 i . h—
ASRIEIRL A Hh & SRR IR [ WERIL AT B TR Lok (A )
SEHRRAS , ST S0 NLRP3 48/ IMA 0% . Ak, 2%
KL SE 2 WAL IS BRI 00 2 e s A S 58 TNk
BEAE R LT, NLRP3 RAE/AMAS B fil & , nTRE & S B4 iy
PSR IR T RESZA0T, Il e RAE L. A, W] L3 o P I
JENRE B F 7KV 2 it M T 2 A AN RS2, RIS, A
E WEBLHI A 509 NLRP3 SAE/IMA 1 e 16 , 45 Bh T 22 fif Ik 7
FEG IR MDA . A DF5EHE 213N -1 (heme
oxygenase-1, HO-1) AE % i 1 J4 15 ROS/NLRP3 {5 5 4l 411
il 4 A /NMATE AL , AT I8 2> ROS | bR SR FE H F - o (tumor
necrosis factor- o, TNF-a ), IL-1B f éﬁ[‘mo [7] i}, HO-1
W REAN ISR A W B, O WU HE R . SR, X b
PR 5 NLRP3 JAE/IMAFI LR 1A T il 2 18] A 40 A
A, W TFEE— LT IMAIESS . B, 25T NLRP3 #AE
IMAS IEEERE BN SR AR T RERE A 2 A R 2B 3R |, 52 40
PIZRL R 2514 I ROS $iit, TS NLRP3 #AE/IMA, 3%
PIRIIMETE SCM & 1 72 R B9 AI B2 A, 5T SCM 3Ry
IRITRISHR L TH 2B %,

4 HZ5iA#E NLRP3 KE/NE SRR KN BERERR I E
SCM

Bl 25 AR B 2 AR AT A, o B 2 (R AT 9 ke
TR . T HARIUR M | SRR R, DL
LR AP AR , T B 25 R M B FR B IR T TR R T2
B R EZ RS N Z A 2 RIS AL,
PE AT LR B L5 A FI I BE K NLRP3 48RE/IMA , M7 i 2 ok
# SCM B MG RAER , X — B 45 T ARAR) 2
K.
4.1 T2y NLRP3 485E/MA LIS SCM « 2 B L s
ALATBEAEIE AT PR 5 NLRP3 245 /MAN T A9 O WA £E T,
AT SCM 7= AE B (1 Bl s 2l . AR B, 2
R 2RO IRy T 1 DR A NLRP3 S e/ MATE
FRIRE T B UIAHDC . 28 KT BAT 284 LPS 51K 1 A549 4l
JERE LN FBE ST B REIH] NF-kB 1 NLRP3 #5E/IMA(S
3 6 G Y B, KT JUL AR B A S 0. 4T
KATRENEE M il NLRP3 AT/ MA R f5 53R 42 , i 2 E
A WL R, AT 22 it S R R BRL O JDE 11 A S B, k40
R BATTAE Y, 6- LMBEBIEH TR T E2
HIDEH T 2/HO-1 15 5%, 5 NLRP3 485 /IMA R I A %,
A BT A RN S B , T4 L
B AR IV 7E R B O D BE RS T OCHE R M fa,
JHCTE A LA P NLRP3 485 /M o 3800 , M S2 3R
XoF O R PR AR A7 S TTT A ARG SCM 300 f 35k 38 48 35 s I b L
TR E Y M T TR R | H T A R A B
e, RDLTAE 2R, W AR AT 35 B 5 RE A 5 2B A1 S
Z U0 [, NLRP3 88/ MA B 76 S8 A4 -
AR R R RS B T B S AOVE L T — 25 SCM
AR IV

P Z2 300 58 4 B A 4 H v R 25 e L P ) NLRP3
GERE/IMATEIE IR JRE R, WO LA AR T AR, o
5%} NLRP3 Je it /IMAR A 5 B0 WLAN L AR T B ELAAR S i i 75
BB 3Kt R R SRS O WU IS R AA T RE B A
B SCM (& LE ML TR BIFSE 7 1) .
4.2 IR SRARTIRERERT LA SCM
421 IR ORI AR AU LA SCM : ARBEIRALZY
AT, vh R 25 Re g it 2y 20RO A R AR
W, ST SCM, [ st R I ATP 1426 B, M T3 580
WM BE A% 45 . BFST 7R, Ber RENSTAE MEEEAE K LAY
LRRLIRT) RO LA AR A 451 3 9T b (AR il s Al , F
M2 SCM, 3X —#LiHI T BE-5 Ber BERSAMH] TLR4/NF-xB 15
BRI, Ber AN/ TNF- o | IL-1B
S RAE M S DR F B 23K, DT D e e 25 0 T 0 UL A1 M B9 981
Fo A, FESIK AR R i LA R PR T
Bel-2 3/ DT R+ caspase-3 A ZE C (cytochmme C,
Cys C) B i, JETA WL WA T 2 xR
AT LA v e A () B B QK O, B AT LR 5 ATP 1 4=
BRI RO LA B T3 R 2SS #E SCM
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KA R AR, U H o A B 2R A N S LR AR g
QI R A 2 S BEORAA D BB , AT SCM. A0 AL
1. I, T E 278 iR YT SCM I, W] 4l At 7 SCM
O IR fi AR e IR st O (LAY , X o mT fig 2 O
7 SCM AIBLHI Z—
4.2.2  EGIATLRPLIR S ) LAk SCM « LRk i) 34
AL, A AN ZEAR RA T SRR B R B DA AT, %
THFR SRR R B B CEENIEM . SCM i 8Ra%
WL B 2 R R 2488 50 1 | il 3 R A i) B2 2B W R D B
TRAE AT ) B )05, i SeAR Ak ] e 2 Hh 2R AR 45 F Al
TIfie 32 i3 B A IR RE R IE BRSNS A 1Y . Drpl AR bR
AR R T SR TR AR Drpl i i R Ak 16
i 2 R AR A M R 9 ik R 7 SR SRR /KO B R i T Sk
A, DATE R AL G PR 5 AR Ak T 7= A (9 R RN o A e B E
W S S St v, Drpl AUV fii 4 1 Drpl 5 p53 Z[H] 1Y
ZEHAEH], I T AR o 2 AR TR AR
J1, e EERAR DI BE 3245 5 3 n] RESE A (2 i 4 F 2™
AR AR T S | AR B A 5. 1EAh, Dipl i8S
S5O R 3, TR IR G 25 A A A PR RR AR RZ
SHESCM KA B Dep1/p53 A SIILALAZLA ,
AT AR A, DAL AT I AN ATP 2B B, fRARpERifA
Bl )2, B s RE /N BRO LA R A e T e , i
SCM,

Chang % BF5E 5 1, EEAR ZREAE R il LPS B
BRI PR , I RS ZORL IR N R R — B2 | it iR
il AR T BB R /KT, S /D T LPS 545 1 R BRUe LA
Jifl HOC2 v ROS 1 7 &, Rl AL A Drp 1 RS2 A LRLAA 14
. AT EA T /NGO Dip L 25 FAERA 1)
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