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549581 gasdermin SUEE 7+ SHOEME T B2 S ATT R
Research progress on drug-mediated pyroptosis pathway through gasdermin family
proteins and its anti-tumor therapy

BARAR 2 B2 R A R FI (L REFEH RS A LR, RF 301617: 2. RETARER I
ShAF, RiE 300121)

(8 F] UM TR Rl MR 2SI 4 RS 7 PR R T2 07 3, AR W S R AR T 2P Ik U IR K A& B8 1 T (caspases) 5K I
B A Y1%] gasdermin F 2 1, (#7546 1) gasdermin SR &R [ 7E R F A A T 28 AL, S 0N I I 40 . B AT S A i A T
5 5 &2 35 gasdermin-D (GSDMD) /- 3 [ 4 i 42 M HE 48 L& 4% , UL K gasdermin-E(GSDME) A5 14k T 245 4055 A P ) 1 41
MAET IR BORAR 2 AR AT 7R, S A T 55 8 400 M B8 T2 B DG IE 5 20 24 s 40 5 DA O, Bk 445 22 Fh 25 ) i 2 B )
WHAE S HATU IR 237 L 5 £ T DG S N BRI AT I FUER AL T8 (0 LB R 7792 o AR SCRI A IR T 20 AL S AR oA O

LI IR T I TR AT ERIA .

[RSEIR)]  AUAAE TS s Gasdermin 85 A 505 ; LR EUR K 4 & LB s DUMRTVR )T
[hE52S] R730.54  [XEAMARIRAS] A [XEZHS] 1007-385X(2020)05-0582-07

41 H £ T (pyroptosis ) A2 1T 4F K 5 & LA 41 i 2
4 FE T (programmed cell death, PCD) /7202 —, PA
2 3E 4 B 28 RE PR AE T o8 3 7 20, At gasdermin
(GSDMD £ 1 55 J& 1% 53 % 1o e AL 7= AR 38 08 Tk 2%
T MK SE T, 5 2 Bl R 0 B A R G
oK IR DA R, IR R, R T 2 MY
Py 55 B ) 45 i i 1 42 NOD- #f %2 f& (NOD-like
receptor , NLR) % Ji& 9 00 2 it 24 T2 R & & B
filf Ccaspase) 5% "4 5 XU 7 4 B AE T 1) ko
JFEREVRIT SR AL T AWM . AR SO AR T 1) 4
FHLE 5 25 P I 697 158 & B Ui R AR

[

—LRR
1 ST HLA

2 R RE T A A D — M SORE T AR 14 4 i BT
T2, A SE RS = JF SR R 40 8 7~ (A IL-18
FIL-1B) 43 WA 1) 98 RE /INMA A 5 1 — Fofr [ A5 B 928
U2, il I ST RN, IE SE L 43 T AL A et 5%
JiE /NMA ) caspase X R I caspase-1/4/5/11 5 GS-
DM £ F Z A BAE AR IR 0 il L, 33K
YU B IE R, HELAT IR R B & AR SR T2 1
A0 BRI R IR, AT 51 K 9 0E IO, WA LA T
FRRMEFET: . 5 Zom i 12, R A GSDM FH P11
41 L A4 RE W K 1 caspase BT V) 51 &k 40 AR T,
AN R IR BAIK 2R 18 GSDM & A, M B i caspase i
AL, IR G| AT I A T IR AR, MO A BL 28 5E /M
H1 1) caspase FJi% , GSDM KI5 A & B IE S S 41 i £
T RBE A o

bR 7 IR RAESE T B A M £E T, 3 AR R AR K
LT AR AR5 28 0E ZNMAS Y 28 1 caspase F 4 I AE T &
%, Bl H caspase-3 /1 F [#) EA Gasdermin-E/Deafness
Autosomal Dominant 5 (GSDME/DFNAS) A J& %) 1)
g0 M 5 T2 3 42 . 1M caspase-3 LA T2 % caspase [
LT A, I A M T S g M T
X TE R RS ? T S, A B T FR D 4R R AL
AN R E, HEE R A e E0 . %
P M A 7 M T 07 2, 2 AR A I B AR I G s T
9 ff £ T g LA B — Bl EE R AR e R,
AEPIH R REEZEER, WEEHAR.
Fok, 5 40 M0 T fl 2 R R A 4 AN [ 4
FE T2 & 1 GSDM & H Kk /v 5 1 40 i 7% 7 14 48
BeiLFE , #5 A F I8 GSDM K & , HJ fif caspase i 1t
PIIR GG R E T &, 90 T 1 & e 3
REAIE A2 Yt 5[5 46 W DNA R B A6 2 i i 2 v 4 iy
AR R R TN TR BG4 R AR T 5 B i
I S R I, PR B R TS B R R 0.
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2 YARBEETEIS FHLEH

2.1 A KE MG EIEZEGmCET
# 2

28 i 5 R 28 i () 20 R A TR AR I AT RRE /)
RCE D o T SRR G AE I 95 R AH SR 73
- (pathogen-associated molecular pattern, PAMP) #%
T 3 20 i 1A 55 5K 1) 52 44 (patttern recognition recep-
tor, PRRO TR E T 4L B AIE/MA o JRE/IMA 05
A 2= F BN M 98 REPESE T, 10 2> B caspase-1 I
BIUIIN T IL-18 FOIL-18 & 28 P H 7o 98 /IMA 2 32
BRSCRER ELER VRN EA 3 AR 2
AR A, AR U PRRLASC T #: A
(apoptosis-associated speck-like protein containing a
CARD) 1 4% P4 caspase. PRR 5 ji% 7 % /& {1 NLR %X
J& A AIM2 (absentinmelanoma?2) 2 %", NLR X J&
SEAR PR FLRE T T 22 M R B TR B E /M B T BE T4
KEHFT, [F I GSDMD A0 (1) 4 M caspase 1) ]
FIJED T 2 1 caspase PRV 1 52 NLR & 52 74 5 1 14
T, HATA V2 250 forb 25 52 B R] i i 55 NLR
S A SR I B NLRP3 32 A4 35 %, M 8 715 % A G 58
211 P R A0 P R B T, DAIA 38 DR 4 1 40 i B
TNxE bR 240 B R O A T A% H . ASC #TH%E 5 AT BA
J# i CARD-CARD (caspase recruitment) 25 4 I A
PYD-PYD(Pyrin Domain) 25 /) 38 A FLAE F , 78 M 42

PRRs

PAMPs H S /IME

% P Caspase

JEFE PRR FI % Yk caspase ; % Pk caspase iR FET7 IR 1%
HH 1 I BE K1l 43 N caspase-1 Al caspase-4/5/11 B35, 7
RITE L N2 B JERE MAE R FEAEH . 22 3L 9ORE
/IMA T caspase-1 1 2 BEAMYAN A2 B3 GSDMD BY 1]
ST R A RE S R 7 IL-18 R IL-1B B, 3L R
{57 32 20 B IO B M 4H BRAE T VA B R S AT
00 o51) 200 L PN 0 A A AR g At 288 2 i R 1 £ 2
REAF 45 5 AR 28 31 S /MR A 5 (10 40 i £ T 1 R AR K
#i T~ caspase-11/4/5 W 51| 3t 45 & i 2 i (lipopolysac-
charides, LPS) 5 GSDMD = . 5| & JE 48 S 4 o fE 1
@ U caspase-4/11 42 D289/D285 4 7 Af
MEDIEIAEETE R PLO 724, 4 B85 ML N LPS 45
H AT R, TE B P10 B caspase-4/11 74 /& A
A %1% GSDMD. 5 5 41 i £8 T2 1) H A 1E PRI 28
caspase, [AFf , & 4 D316 Ff 7+ 47 55 B 435 T2 %
HFIP1O =4, 4% PRR 51 (1) P10 2 caspase-1 4 B4
# % GSDMD 351 . 516 J5 1Y caspase-1/4/11 41 7]
LAY #] GSDMD B 4 41 /g 7 ) GSDMD , % 2 Hi N Jii
5 C % (GSDMD-C) , H 11 P10 %Y caspase-1/4/11 X}
GSDMD-C 25 #4 38 B.AG = 56 M0 ), i A i it K e
242 N FEIR I N 3 U117 47 (GSDMD-NT) , 1] A4
5 A B A T B — N ELAR 10~21 nm [ A] 333 1
AL 5 1) 7 PR TBCIL-1p AT IL-18 , 38 A 4 i
JEE PN A0 S 11508 TR R AT , 5 SO M Vs e, 20 R I ORI
fife = A A R T T

NLRs3Z 1A 5 i

AIM2
i ] Caspase-1

Caspase-4/5/11

GSDMD GSDMD-NT AT

1 MAEETIRE S FHLH

2.2 i@ if caspase-3 N TG4 A M ET

PLAE B BIF 780 A caspase-3 2 5 T2 M 5%, 1
1% caspase-3 ] 24 caspase Wi ) I S RZ WE A IR TeE 01
il %) (caspase-activated DNAse inhibitor, ICAD) DL B
JI caspase WU 1) Wit 4% 08 A% 12 8 (caspase-activated
DNAse, CAD) , CAD P fif 4H i A% 1A f 4 .44 DNA -
FEGOTER . HHRPRY], 6T E ik GSDME
(12 Y , caspase-3 ¥ X J&5 7 B0 I8 T2 1) [A] B ik m] DA
VSR A AET, B2 T R LA B 00 52 20 40 M R T
JEASHFAE , Hi8 1 Western blotting 25 T B K I 3] GS-
DME [#)3% 1 N %t . BT J7] 44 GSDME W] #E [73] 211 Jifd J57 /&
T AL, 5 04 B i5F 1 2 AT 51 RS 4k 1 4

T2 KLE5KUL, caspase-3 & 1575 K 40 A T2, M4 g
1% GSDME 5 T M A [ - 5 41 i 2205 GSDME, Ui
¥ caspase-3 T [7] B 51 & 40 B 8 T A0 40 g A5 0 5
GSDME A 1A 8K Lk 115 OL T, caspase-3 {75 K&
HRRIE T, AR L 2.

H A % T caspase-3 /1" 5 I 40 i A2 ToWF 75 8 T8¢
B ATIR , U 58 IE 5E GSDME A %04 18 5% 4 M i
W), 1Mij caspase-3 5 GSDME . [H] ¥ [ ¥ A2 75 F % AL T
B F LKA, ORI 2 Fh MR 48 i v] i gk
R AT S TEGH ) BAR 5> T ALH AR ER T, [
B 40 AR A T 5 40 B O T 2 1) 5 A7 R A EL AR 40 AR
AR ) B SR AR DR ART 0 T PR VR 9T T T 2 S
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A PR R LA, il 20— IR R S 129Uk &
Ao A SRR T #0517

ICAD H CAD H AT ‘
Caspase-3i5 1.5
GSDME HGSDME-NTH AT ’

2 caspase-3 1 HEAME TS AT

3 GSDMEBFRESMMET

GSDM % A % ji& £ 5 GDSDMA~D. GSDME/
DFNAS J2 5 4% ta AR B 1 82 4% P B8 59 85 [ (deaf-
ness, autosomal recessive 59, DFNB59) 3% 6 i/ j 57 , K
22 B SR I % AR R A ] ) 45 R 35k, 76 i L &5 g kA
BH 38 45 #4350 2 i) B AT S0 2 AR AR AL S AN A7 & 1% 71
AN[FP2, GSDMD 1 GSDME A £ Jy 4 11 caspase %
i 1= caspase A 70 T V)31 5% 58 3L B AT 5 1 1
N ity =) TV AL, 5 75 3 40 g ot 172 22,2527

GSDMD = L AE 0 % 40 i F0 i b 52 48 i &
IR TE A Y L = B PR LR P O B e R 4%
i 988 40 f b B A Rk, L P A e AN L R Ak SR
X GSDMEP, TR T H L 2, A S 410 1) £ A A4 3
4 45 (mitochondrial ROS, mt-ROS) 177 4= . ATP ¥ B¢
O K R it HY PR AEC NLRP3 A5 4 caspase-1 17K,
PR B A% A0 THP- 1 AU 72 540, #1 | GSDMD 4
ST, RSN AT ) ) R A AR A Y
GSDMD [ 5 S AT, JRE/IMAH % 10 1) caspase-
1 7] LA5 5 GSDMD FH A (1) 41 i 1 1) GSDMD i ft. 7
AR A i A T 202, 4 i R Y GSDMID i B R K
PH caspase-1 7G40 1755 1 41 M A T2 B0 90 2k B 2 ik
/bee I ET L, 2 M caspase - IE 40 AU AR T B E
Y, GSDMD A 2 A T 48 i ke P4 -

GSDME # it - R Bl GSDM & 11, 1 T 5748
LB AR LA B R I R A A O, BT LB IR A
% N DFNASE, DENAS A] # 7% 1L ] caspase-3 5+
PEETY) P A — AN 24T GSDMD-NT ) GSDME-N A
Bz BOTE R % s 28 5L 51 40 W i i At
T, B4 M A5 T, i WANG 090 H B B dn &4 8
GSDME. GSDME F ZEa#E i« OB H g 1
FIgE J5 P JE K 40 A 25 1F 41 40 rp k00, 1 4
RN = BN | S N i O N B N = A PR 517
Ji J5 4 PR R0 45 g R 41 it 5 R J& . ROGERS
LI S S R 0 SRR T4 B VA S B L TS L
caspase-3 2 T % GSDME 1% 48 A i3k AN Fx R 4k & 1 3R
FU/EET (R R AN 25 SEBY BE . GSDME BH 4 (1) 41 fi 72

caspase-3 T T4 7 CU AT 254 < I 9ed B8 IR 0 B¢
TG AR R A4 B A 3 £ ) GSDME-N, GSD-
ME-N F¥y 34 I £ Bt 25 K &2 3L IR M &8 (LDHD B RE T8
7 741 IIAE , T BT GSDME-N #E 7] Jii i 7= A
FLIE T B 40 MK K A s g R AT T S T
AN R PEEET. . W% GSDME 48 g 1) & A= 7
- [AIF, WANG &6 I, 7EA0TT 2530 caspase-3
I/EH T GSDME B 14 1 B e JifRg 4 i i AR AR T
T GSDME B P BAK 22 28 1 1E 35 2H 2R K A I 21 241
MO AR TS o DL HED , 5 4 M A0 T ) 40 M £ T A
7] , GSDME Je 40 il FE T R B 7)1

g5 bk , GSDM 5k 55 48 i £ T2 B A OG
GSDMD ¢ GSDME HJ % & it /s & v 3 44 1) 46 1k
caspase J¢ caspase-3 BJ 7], KA 2 i HL A TG M 1IN i
(GSDMD-NT.GSDME-N } B A e 5 % 41 i J5 T
R AL, 4k G R A AR TS, #5 A KIS GSDM, BIAE
Capsase 2% & 215 H 2 iH 040 o e vk I A T2
%o 05 caspase-3 °] 5 SANAFI T, {H GSDME FH %
4 B AT [F A A T

4 Bi{J] gasdermin £ H 3 F&HY caspases 3K ik

Caspases & — K & [ M 5 0 , i 4 H &5 0 i
5 51 10 5] 98 0T 0 A 3 /N0 : caspase-1 i ELFE
caspase-1.4. 5. 11; caspase-2 WV ik £ #5 caspase-2. 9;
caspase-3 I j& £, :f caspase-3.6.7.8.10. caspases X
JRAAAE A0 M 8 T R v AR, R i —
AN MEFRF 9 E caspases” 1 -5 A= W95 5 A4 1) G0 92
A Ko N 9 RE /MA H ) caspase-1 Fl caspase-11,
B 7 0T LAY %] GSDM KGR 75 S 4 AL T4, ik v BA
BB A B T EUE 2 40 B [R5 TL-1B A0 IL-18 (1) 72
G AL, 5 BI040 M 2 SE PSR TR, 2 SR S
i A

Caspase-1 14— Jo i 14 1 B J5 A7 76 T Wk 2
IO PR B BT H S B — AN 4 55 SE 1YW 7L 31 ) caspasese
A, AR IL-1B #F AL W™, 3E 46 1) caspase-1 7] ¥
GSDMD. IL-1 Rij 44 F1 1L-18 Rij 44 47) 1] 5 B 2 A 4
EHEIE . BEAWIL-18 25 2 M Gl S L, R385 %
Pl A e S DA E =5 S e 411 D 0 T B

Caspase-11 & — Fft il U5 14 (1) caspase 73, 5 A
V5[] caspase-4/5 JF FIAEAE 60% FHACL , 7S 2 T 5
WAL, Caspase-11 5 caspase-1 AN[A], 75 AE £ 41 58 P
/AR caspase-11 7E AN iE 2 Bl (LPS) 15244, 11
A4 LPS, OIS AR 48 S R E IME T 1, AN 75 22
caspase-1 Z 5] A5 S AN AE T, (HAZ IL-1p 1
IL-18 [ BY )0 A 43 wb o ATS 58 75 EEBE caspase-1.
TE I caspase-11 7] UBE NLRP3 4 /M, i3t i
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5 caspase-1 XJ IL-1B A1 IL-1 8 B H) 5 hn 1.1,

Caspase-3 fEFE T 12 E A1) #| GSDME 1) 5%
BEAF T ATAE , W5 ALY caspase-3 H A 1% GSDME )
ER, R4 B A 7% 1% 7 GSDME-N A" Gg % 17 4
J TR i FLE , AT S B4 AR TS . BR itk 2 4t
caspase-3 #% ]z W\ N A& P T2V caspase!™ 7, cas-
pase-3 J& T 7 i 1% 1k (Hetero—activation) , B[ g — F
caspase 35 14 5 — Filt caspase, # M B 1 121815, 7F
caspase-3 /M FIIET R A F, 7 caspase-3 i1k
A CANA ST 2590 i IR S A6 B - R 98 B 88 5% ) W0 4
A LAZREE VI E Y55 7 GSDME 5 G A T2,

5 BT SHhMEETT

5.1 HFEmnE T g A

H Al a0 2 M2 Jorb 25 B BV wT i e Vs AL %6
£ caspase K caspase-3 VI #| 4il ffd 4% £ 3% 14 () GSDM
F IS MR AT . LT 25 «-NETA (2-naph-
thoylethyltrimethylammonium) " R] i & 38 i JF 28 i
2 T2 3% 12 1 11 caspase-4-GSDMD & % 75 5 41 i £
T, [A B & I a-NETA b3 5 51 595 41 ffl caspase-3/8/
O 35 W S 384 0, 3IF B o-NETA W] 7] i 75 5 B 4958 41
AT S BT s AT 245 2 2 th B AT 0% caspase-3 15
TR T I caspase-3-GSDME il
P F AT, W75 5 B A FR A R, AR
Fhifs T BRAE TS 0 07 20, 2 FhaE T2 77 208 I e BE 4F
IR MR LERE . BRI Z A6, B AT 2 o-NETA B
HIF-¥6 97 Al [7 i) %6 75 GSDMD F1 GSDME ()3 & 9% ,
HA AT 5 R AEE MBS EWET LT, B0 35T
caspase-3-GSDME il i /1 F AR T, X — K (A5 25
AE A PR IT IR . BeAh, ZH XU K -3
T RN MR (DHAD B AR B C AR i Wl d g
i e S A e G N T = = e i R W T R
J 5 30 A SR I e AT AT [R] B U7 ) e g 4 B R Y GSD-
MD b i FL 4 B AR T A 2454 7 A S SR K B R AR
2 P TT 25 QRS B2 B B BT caspase-
3175 3 I 4 O T B [, RV 4K T caspase-3-
GSDME £ET2@ 421 755 1 2 M iR 40 i G 95 & 5
o 240 PR /)N 48 ot s 240 P B 45 s AR B P £ T
— AR T AT A0 MR A R B R A J1 . Hob 8%
BB S T A TL-1B 23 W, {H TGV 15 4K caspase-
1, qOEiEESE R ET . A RuEmsy
PLK 1 38 1 1) 771 B & . FH & caspase-3 %2 fif 34 i L
ST BE MM AT, PLK #d) o] 4 5m
Jaes SR AR R H VR A XTI R B e T A — e
TR T e R 0T 24 g 4 S - R 9Re 4 i % A
/IN 24 I 9 24 i H 20 (1) GSDME ] 4 Hh 245 52 U

AT R 2 2K (galangin) ™! 2 35 12 £ (campto-
thecin) ' 1 # # 5 2& 1L 4 (piperlongumine ana-
logue) ™ J& S5 AR AR VT 3% A BT ) 51 A 40 M £ T 1
BT . BeAh , A7 i i 45 305842 e A8 3L s
MCF-7 48 Jfa v 38 5o 40 A 48 T 1 07 XK HE H s 1k
F, GSDME ] 38 e 412 ey 24 i £ 1T 300 5 L i i S5 A2 B
i 24 & MCF-7/Taxol 41 ffd Fy it 24 14«

RIS T R AT 2k 2 H RET AL
RAR =) id i 175 5 e 8 4 B AR T AR S B VR T
BF 5877 1) BB DN R, 75 S RATT B IR N 5 1
&, H AT 3 40 £ T e N A & GSDM K
#+ GSDM F ik B K A RAL , (B T A h e — o
T RAE TRE, 2ESRETHHUE? 74E
TP PR A R RE 2 A 2 B R AR A
FHIGHIE FEUE LA 56 &, A RN —AMER BT
J5 T o QAR e AR A AR 24 P AR 2 A IR A ) — RO
L, A L 2 A B R o7 5 A Rl
ik R 2 40 B AR T I Sy — APl e AE T T 5
WG F 2, RAEAS IR RN — K@i, Rk, 4
FETC 5 HAh gE M B8 T2 77 X IF AR e SZ S $, T A2
AT AL [ A7 72 £ 22 A0 BV R 1E 1, 2k — 28 Bl 1
FETHLHIAE UM R 7T M
52 ApH|EF @ik

GSDM ZZjik b 1 75 e 40 Bl v 32 02, L AE IR
SHZRH b 3k , R (valproic acid ) AMHIE Fi
# \MC4 SZAR BN 2 B, (camptothecin ) P4
JE AT H ] 28 E ZMA H NLRs 5% , BEWT 7 4 PE caspase
YA AT A0 o ke L -3 33 B2 4% 5 GSDML 2K
BEEA S A O, RIEM AR ER AU
R F L 2 TP H B R (glycyrrhizin) 0 3%
1 (baicalin) )\ B 35 25 (scutellarin) | 4 3 25 |04
2 B B 4E 3 (pinelliapedatisectalectin) ¥\ 4 #§ 25
(dihydromyricetin) '\ K 3 2% (emodin) 14§ £ Fif rf1
R I AT O PR A A A T KR, AR AP AR A
Kupfter 41 i AT B 40 ) 0 201 B 45 G 9% 401 B Ifn
BN B A I N K P B 4 A A R A i A L
YA, PR AIG I 0 M A5 T, i m FL 4B TS 1t . Xl
ZUHRHU R R T KB 2R A O JLAH Y A oA BH A 56 0E ]
JE AT GSDMD 144, HoAth 254 Jc — 4 4h 35 m i
ik # NLRP3/caspase-1 i i >k T 274 B GSDMD
HIE AL , AT FRAR A M EE Tk P . Bl 48R T
Hh 2GR U B 2 AR F T R g R AR T, AR
bRl AR H AT I R R 9T TR PR R 45 A R T
Hh 2 B G ) AR AT R R S IR

I R MR PU IR T I E EF B2 —,GSDM
FR L AE MR A 2R b 3R 0E , 78 IR A 2R 4t i, G
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RN RIAE L AT 2455 S 1E w40
FETIH BRI AR AT B B AR T S . R 24
U)o 2 Hh R P T ) I A AR TR A,
54 g7 278G B B AR DR A0 9T 2550 1E 40 i I £
T8 45, A — € IS AT 5
53 WEIMEA

2R A T AT A [ 2
YHAAET 7 A S IR 4, RN 2 id il v 1k
NLRP3 i /MAEE GSDMD /-3 O IR EE T,
TR T4 AR S 2 2 b B BCA B Sy e s nT
] 22 22 bb B Y57 15 R 0o F L2 ™) e 1 L4 ff )
MR, FERTERE0T R 40 B ) A A PR

29PN BE A VR T R E BT AT AR A LI SRS 2
— & M2 A T DL 3 R e R ) P 2
MU . TP RS S IR AN 2 T 259, 5 A
PR 251 L FH S WA AT BESE 24 ek 2D g Bl 245 )
FHR7R & X G B T A BB R A= 5 e 240
L= AR T 27, v R IR T AR .

6 R 2

H 20 B £ T 2 B 6 PR SR T LRI SR
1Z RN , caspase-3 /1" T A TR 2 I F R EH
BT H A TR, B AR TS 5 GSDM & H K%
Z (A BB 2R AT DA A SR (P AT S 41 B8 22 7 1), i
HORH AR ) BAR S LI AN TR B . 2 A e
Mt T 7 N A e BAREA B AL s T ST
FE KA caspase-3 3% A4 , 1 A 4 g st 2 77 202 [H]
S SAPAEA B AL, PR B P 5347 T AT 2 1]
R AFAE W E N T EHESN () 22 BHAREH s fE T4k
KA TR B 2= AR E TP, X —
A AT 2 B P 52 0] 2 I [ B A ) B4 . H RTB
FUUEHE 2 B V6 97 Hh 3 o e 40 i £ T ] DU AL
P2 0t e A L ) R A R B R T R TR T 24 15 400
T AT ) I 4H 2R T W IR AT B SO, $ e i
FHAATRER AR . F I, X T 40 £ T HL S| T
FAMA T A2 7 e T SN IR R
AT AR T S B A s KR T R 2T
RAEHEHRALA . NPT SRAY S A M PUE 245 5k
GNH Ko NEIRTT T R HE T 2k, 2 4T
A N AT A S BRI 24 (1) 7T Bie M 0 25 40 % e 24
MR AGAE S 32 = 4l O ¥R 97 259 B v, S e
Z I B RGN

(& £ xx #]
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