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Abstract

roptosis, and autophagy. Pyroptosis is mediated by caspase and commonly induced by the gasdermin (GSDM)

LIU Yifan' YANG Yajuan®

Pyroptosis is newly discovered type of programmed cell death that is different from apoptosis, fer-

family and is accompanied by the release of inflammatory cytokines such as IL-18 and I11.-18. Ulcerative colitis is a
chronic, non-specific inflammatory disease characterized by recurrent attacks and persistent healing. Numerous
studies have shown that pyroptosis is closely related to the occurrence and development of ulcerative colitis. Stud-
ying pyroptosis is essential to ulcerative colitisin screening markers, diagnosing diseases, and discovering new
therapeutic targets. Based on this, this article summarizes the mechanism of the occurrence and development of
pyroptosis and generalizes the role of natural compounds in anti-ulcerative colitis by mediating the pyroptosis path-
way, in order to provide new ideas for exploring the mechanism of pyroptosis and natural compounds in the treat-
ment of ulcerative colitis in the future.
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) AN [5) 200 6 3080 T %) 1) R P M A B B T O KT
2001 4F, Cookson 55" Y Ho R iR N “ AL T 7E
ANEH LI GSDM K%t 6 4B b1 41 i : GS-
DM A~E Il DFNB59, B DFNB59 #b, 1% 5 1% i
U AN T8 J IR i ) 0 A5 R B 43 0 N-
R Ui 45 K BOM C- AR i 25 # J5K. GSDM. (43 P A4~ 45
oy S AE 25 40 L AR ARL, )3 20 [R) R R 45 %6 . N-2K iy
S5 AR BICH WA A BE 85 T8 B R AL A R0 45 A
B, 1 GSDM A (DL E 19 C-7R i 45 14 350 00 4% ik ] 2
A HMEER. Hb.GSDM D fl GSDM E K i
PN T e AR AR A

AT S TR — eI R B AR A 0 G 05
BEAS T DNA 6 24, — 3% ] il o 52 %% 0% 240 i #% . fL
B B A0 A i i A 0B U R AT I AR —
Kk, 76 5 45 15 A 22 43 F A 28 (damage associated
molecular pattern, DAMP) 50 A& A1 56 4 F 1 2
(pathogen-associated molecular pattern, PAMP)
2t 45 )5 T caspase-3 4 A FLBRTE i GSDM %
F3 08 5T o DA T S B A0 A e 4 R 5] &
PR A ML F P B . [R]E , SX SEfE R AL I+ 55
DAMP 3t G /5, 75 B0 I3 3l B50HE 25 58 9 KL .
1 HREETHH
L1 gifigfar szt

FEZ BT A0 M AR T AR AR v, AR 20RO Az
(pattern recognition receptor, PRR) iR 5l DAMP
(o . 25 4 3 A s PR e 3 L DNAD A (3D
PAMP (. ¥ £ & 1 280 8 28 IF 300G & A
HY A0 LB 5 AR I R A R BRSO RRE MR,
AL R B A B Sk MR A% caspase 4
W, BARIFZ PRR 25 T X —id #2401 Nod #
% & (Nod-like receptor, NLR) #1 Toll ¥ 3% &
(Toll-like receptor, TLR) . fH & 1 KA Ho o iy — /)y
HR 3 RES B 4% 2H 2 AR /NS I T 2 e A R 2
fitf caspase-1""*), G J5 . X EAL IR PR Z
5 10 HH X B A5 K & 1 Capoptosis-associated
speck-like protein, ASCOAH B AEH , ASC i id 55 &
1) # pro-caspase-1 i caspase-1, Caspase-1
B T BERCRIE GSDM Dl N-7K 3 45 #4 3% (GS-
DM D-N) Sb . i {2 fifi pro-TL-18 I pro-1L-18 i 24
g TL-18 i1 1L-18, Jf- il i GSDM D-N JE i (1) 35 4
B/ NFLRE R WL 1,
1.2 diffEr ks ks

A A AR T R 40 3 AR E A A X B 2 PR AT
13,4183 1Y 4 i e i 107 2 v ke o G B8 AR T, W] 7
caspase-4.5, 11 A I 2| i Z 4 75 41 B 5 P 38 o Jak
Qeab /Nt . BE ZWESE i SOE ME R Z & B
B 5 R ) pro-caspase BEZE 4 A2 caspase Hf Y
WG . JR caspase-4.5.11 i CARD 5k B 5

BRI R A A MEAEM , S 2R caspase-4,
5.11 By B My g d AR, 3 2 J JIR il Y F R 2k
HEANTH CARD g5 Bk A 525 i — 2D IR T
H 2 EH K fi 136 M, Caspase-11 KR S HEW
F 3| CARD, Ifii caspase-1 B CARD T ASC 454
M &R AT, K B G, caspase-11 LU
MEAD/A % H & F K fi# D285 J& , 78 8 H K il
GSDM D W if15 7843 6 P . caspase-1 24/ pro-
1L-1R/1L-18 11 GSDM D, 1fij i fL 1Y caspase-4.5.11
HIR 5 GSDM D, 3 £ hGSDM D By D275 %
mGSDM D (9 D276 &b 24f#% , T 7 Az #f L
BEAb BTG Y caspase-4.5.11 5 NLRP3 &k Ht
.73 NLRP3 4 5E/MERIE 1, NLRP3 4 4E /)N
AT LTS 7= A R G i B P TL-18/ 1118,
XA EEGIANZE BT caspase-11 fE N — P E 5
| A 1 B SR T 3 SOP 1 R 2L AR AT 51 & NL-

PIANIS
RP3 RAE /DT, WK 1,
Toxin/Rho
GTPase Gram-nega
B.anthracis PAMPs/DAMPs PAMPs dsDNA inactivation  bacteria/LPS
NLRPlb NLRP3 NLRC4 AIM2 Pyrin
NEK7 NAIPs

CASP1

Active
caspase-4/5/11

Active caspase-1

Pro-IL-18

Pro-IL-1p
GSDMD

IL-18 IL-18
GSDMD-N  GSDMD-C

B1 #METCLKARELAERE

2 WRETERBEERK

97 PE 45 9 R Culcerative colitis, UC) J& R GiE
PEWIG ) — 2, J& —Fh &2 2% 18 M A & 1k R
FEVY L TE B 8~ 10 4R KA 45 R A 4 H
Ja 1) RS B >0, 760 Mk R RE AN B 2 M
L RE K- AT 3 B P R A . AR 8 P R AE
FE B S 5 Pk 9w 19 7 3h il e i T PAMP 8¢
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DAMP, & # BN N R ET- IR, Wk, &1
18Pk SE N B e BE MR R DI A O MR T
38 3 AN [ A AL 75 S A0 T A RN 2 RE A PR Y
PRI, VA () 98 0 S5 R AT LA 98T H 58 A0 i O 34
GoBE T T 4 B2 B0 A T G R AR T BE 4 4R R K
. TG sh RN A 12 UC 1 P ASAS [ IR By
BE M ET N — PR RAIMISE T . TTRES S5 T
G UC [l sh 09 ik e AR TRt R
MR, & AE /R JE — B E 2 Y S R A g iR
R AEBZ JAE /MR LA B /N B 3 G 3k
H A I8 K OE S5 I B R BRI, = S R
AOM /35 BB IR 41 (dextran sulfate sodium salt,
DSS) i T 10 45 W & M 5 245 ) . SR, JR A B
FEFE 1R AE /N R X S5 B e kR B A R E
FHY . Zanoni P BB & L GSDM D AT
WRIEHE S/G, 20 M JE 9156 A8 iX R W] GSDM D #]
e TE B M 18 9 6E & ¥ 9 AE . Kantono %5
HIRF 5T 2R B, 76 45 W 98 AH DG 1M 465 W 98 v R /MR
Az B9 1L-18 Ml 1L-1R S 7 Bt BR D RE I8 5 1
ZR0 M 3R TR P R M L T b R o R R S AR
1L-18 AT 6A M T 45 J5 09 b e A& 52 L i 18 % R
Je B TL-18 (92 & 7= A vl R AR 0F iR % 8, 2R B X
ol BE T AH O 20 B R 5 T Bl R A e R T R Sl g
o 9 Vs e A i 2
3 RALUAYETHAMETIERHR UC
3.1 A

RZH I (evodiamine , EVO) & ) P 25 R 2 ¥h
HH R A s A 2 A 28 1k A L Shen A5 Y
5 &M EVO Al 82 i il TNF-a.IL-1B F1 IL-6
Y A= 1L i P8 T NF-«B {5 5 il NLRP3 %4 /MA
M REAR NLRP3,ASC il caspase-1 F¥ 2 1k #11 fi]
RAE o T B O — Fh 4l A= W el . T LA 5 B AR P 43
Bk IR R LA Bt R A M EIAE R . Zhou
G LR IR T R T LA E N E TR R RS 2
FeME, If i W E M NOD-, LRR-#l NLRP3 4 4
VAR B S AT BRCE 25 W % . ¥ BE E (palmatine,
PAL) FERVG T AL 58 h 25 525 L v 3% Rl AE A 2R 5%
2 Ji /N BE i S5 v bk A 0 e, EL AT BT AR AR L BT i e N
U R FEHEDY L B 5T K B, PAL AT L 3E i 9
NLRP3 #AE/NMA T A 84 b 2 3% DSS % 5 19 20k
INBREE I 4 5 [ I, PAL AT 38 5 Nrf2 i 42 0 % 4
A 07 8RN 8 5 [ BT, Cheng 2559 fE#F 58 b &
M PAL WA= 8-Oxypalmatine(OPAL) Al A
B it 235 W v 1) SR I B b AR RN R IE 3 T
Sk, OPAL Fl PAL W] & 25 8006 Nrf2 38 i, [7] i
FMAH] NLRP3 5 AE /IMA 3805
3.2 AKigE%k

HRFHEMEW®RFEYR AR FARIEE

N P R A MR T B AT DL R I R E N T
1L-6 ,1L-18, TNF-a 1 IFN-y /K, i i 31 1 4
IiE e P NF-«B Hl NOS 897K S, M1 490 11 45 g %
i, B3 UC IERDY . TR T 2 Kl 5 300 1 #i
AMPK/NRF2 {555 7 1) ROS 5 T 1) Lok 74 46
fi W46 NLRP3 55 /MA BSOS /v 5 19 1L-18 /K-,
Pl an s T,
3.3 HZk

1125 Z e 2Om H DSS 7% S 14 /N BLZ5 B % L
A TNF-o 1 TL-18 (R . Pt R ALK AT RES T
7% TLR4 .NF-«B fl NLRP3 % i /IMAA XL, Z
27 7 K H P M 38 L NLRP3-ASC-pro-caspase-
1A M B AL e DT I i 25 i s A i R NIL-
RP3 R AE/IME R BTG L OF B3R 45 R hE . X 1]
iS5 EZH2/ATGS /v S0 A TR A 5, Xt
BT 24T /N RS W R AL, I R R 5 IR
¥ EZH2/ATGS5/NLRP3 i Jy UC 6 97 B4 81 5
WARBEE T HAY . Lin 25000 A8 57 36 W AR JR 2
KugmZUIIm i DSS WG & m a2 iy 1L-17 i&
L I AT 38 2 BH T 45 i 96 R 41 2 TL-17A 15 51
BRI H NLRP3 ik, WHEHEMN P2
WA B RN SIS Y. AR P
PR AL 2 R 2 PG R DU A AT ek i
NLRP3 45 /INMA 1 T 1l A0 38 35 4% 235 o Wit i » A i
V% 8 RE SN, 31X S ] exnip MR HY NF-«B {5 5
A O, Wu BN 5T & B A AL K TE
AN AT 58 25 B 1 TNF-o 75 5 09 45 15 40 i 2 P 3
15, BARFR I h 45 I B % i 3 5 H (ZO-1. claudin-
1.occludin) [ FIRIE TN . BLAR , PEAR AL 2 78 (4 P 4b
Yy R] AR NLRP3 i % 2 11 (NLRP3, ASC,IL-18)
K-, H NLRP3 H8 5 M 30 1 771 MCC950 7] 2% fi#t
DSS iR /MNREMET R .
3.4 ik

Munronoid [ & M M 25 3% A $2 B4l £k i sl A%
— Bl s R AL AT, WE9E £, Munronoid
T e 3 0 g Z M/ ATP % S 1/ BUE W 40 g
MODE-K 41 i #1 DSS 75 5 19 /)8 Bl 45 b B2 41 i 14
FETT, IR0 /0N MR T 5k 290 i 6 i 4 e 4 i TR 1
IL-1B #1 1L-18", ML I3k, Munronoid I 7] LA
Wt F K48 & H2 11z E Ll NLRP3 19 % fift >k
Pl NLRP3 RAE/NMEMBOGE T, TAKZL
& T AT I B0 M Ay, B R TR R
bt IR (=9 I 1 2 O P Bl =S v N i i |
BTN L X DSS #571 UC B8 A 38, IF
fERE%E NF-«B.IL-1 fl TNF-o 7K VB REAEC ., &
IS REZAF AT NOxs 16 PE M ROS 19 77 4= DT R
it ROS 7k ¥, NOxs % #£. NLRP3, ASC #I
caspase-1 Y 3¢ 3K /K - 2 — A 1) NLRP3 & 4
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MK ASC F caspase-1 FI#TE . N TEAMEZH
Al AE 3 5 40 NOxs-ROS-NLRP3 {5 5 18 % & #%
PRAERDY . ABRBH Rl £ A S 325 Mk
D EABRIEM. PR, AS B Rel # i
F NLRP12 #9 £ Bl 1L-18 A1 TNF-o #) R
HEH . NS AT Rk3 K T 42 & N F (TNF-a,
IL1B 1 IL-6) \NLRP3,ASC Fil caspase-1 H 33k %
Pl NLRP3 98 5 /A fgY . &8 Ie S —F s
EHEM A Y, A H ROSOILH & mtROS) 1y ™
Az IF B R NLRP3 4 AE /N4 (14 20 25 A s , A i
P IL-18 By /= 25 . e4bh, B iR fg BH Br NLRC4 i
AIM2 45 /NE A S0 TL-18 43 W F1 1L-6 fi4 72
A SM934 S — FlEr K I B R R,
SM934 i 7 NLRP3/NF-«B/MAPK {3 = fl 1 1
R AN T AR T NI PR B tnbs 35 R B9 4
R o W e SZ R
3.5 Zm%

W 2 W ) PR IR ] 3 i Nrf-NLRP3 i
B FET BRI . MO, &2 By ]
G A IO H R A (RNA A6 BCRDIE
TR A AR B S Y 45 B A i 2 R A0, SEIR
Z W BB Capple polyphenols extract, APE) J& M
RPN Z B LS Y. APE Al 4l NLRP3,
ASC.caspase-1,GSDM D,GSDM D-N F1 1L-18 Y
TR AR T TL-1B AIZE g TL-18 iRk, i
W] APE 7] DL a4 ) NLRP3 48 5 /I A 46 #51 : f
ML TR AT A DSS S Ak uchT, i
W 25 PN B (wedelolactone, WEL) & M 8% B 3% 28 1
L2 v 0 M R R R TR B A T 2R A W) £ ) AT
A4y, WEL 758 35 MAPK 1 NF-«B {5 5 i j% &
U EIL 00 . B A g MR IR L AR TR T RN
ol P Wl T2 A 9 9% L T O AMPK, HE — 25 19 F
5 W, WEL fig i ZF 0 H NLRP3 4 AE /MM 19 34
% A caspase-1 BB 1k » DT 980 2> DSS Ab B 1 45
o TL-18 W B i, Bt Ah, WEL if RE A &8 Y
TNF-a T80 45 I E2 4 NCM460 B 2L 8 H 1
ZAL . I a BOE AMPK A 97 A P 1 19 B B S BE
AMPK/NLRP3/1L-18 15 % #l v] Ry i/ 97 UC 4 fit
B A P L R R BT — R AR T
Z G W, WY 3% B, 22 B 2K oL 0 i NLRP3
SAE/NMRIE LT TL-18 7= 4 K fi DSS i 5 1Y 45
W4 . XA W 4 % ¥ R (bisdemethoxycurcu-
min, BUR) 2 ZE Z W A74: 9, BUR il 1 el 3% 1 5t
WS Ty 6 L U /0 41 M 0 T, 9 8 ik NLRP3 4 5E /M Ak
T A R RAE L T 2B R DSS 5 S 8 45 kU
AN BUR JRITHCE T i A W BEVE . R 38 T Ht
SAE R R i 1 2 fg e

3.6 MRk

JFF R (sinapic acid, SA) /& — 28 ELAF #& o 4
YIG R R R R A, 8 TR RER D —
. eafFem At . ayd, BA LAk PUE M
PR ARG PE . Qian &Y F T KA SA 1T
IR 25 W 9% /1N B 285 W v 26 4R % 40 i P 7 ( TNF-a,
IL-18.1L-6 \IL-8 . IL-17a 1 IF-v) 9 7= 4= Fl & ik 7K
VL JEREAR NLRP3 RAE/MERY TS . 76 DSS 755
By 45 M & /B SA IR REHE R occludin, ZO-1
claudin-1 B 2 H /K, DA 4 £F 15 18 7 89 IF
B
3.7 B

Ph L 2 BB Y T AE R YA ] NLRP3 4 4E
SN BT B 1L-6/JAK2/STATS (98075 . B ik
5 235 i 288 T 463 45 R g 4T 1% 92 T L 9 o % 1 40 e
PR 19 B I o BB AV B 0%, R R K B4 v Ok
5% DSS T 850/ BUES W 46 5 R0 25 i o BB 405, mT B
il NLRP3 4 4iE /N 4 #01% o5 5 1) TL-18 43 W A1
caspase-1 Z4fif . b Ak, B H K 45 B 38 3 2
AR AN I NLRP3 A9 R i, U7 R IR NLRP3
EE R SV
3.8 Hit

VR P R 1 2 e 22 W B L 5 R Y NF-
B 3 A TL-17 S0 /0N B i 8 1) 2 R 340 2o
il caspase-1 Ml IL-1B By 3% 5 ok 0 &l /) B £
TN, KEHE R C 2 e & e R, o]
WA H DSS i 5 0 45 I IR A gl N F . AR
TNF-a,1L-1B fil 1L-17A Y & 1 fil mRNA 7K,
[l EF, 48 2 % C Al il NLRP3 3 0%, B K
caspase-1 Fik' BRI 7 2 R 2 — A A
A 43 5 R A M R A B A, vl
NLRP3 . caspase-1 #1 IL-1B B3Rk, AiEHEFRMHA,
NLRP3 ikt = IR 1 W8 35 & 11 B v & 5 245
RIGRIPVER . W& h & 1 B 5 2 5 38 2 9006 NL-
RP3 W5 DSS i F M atEd i, £5 7 HEM
BUL R 25 28 B8 IR 9T 45 I % R 00E T B A R R
17 BB K i 9 b 4y B i GPARK, v DL 3
AP NLRP3 4 4E /N A7 S 00 240 Jfd 45 T i ek &
il 40, A GPA BT E 5 1 i AMPK B2
kAl ROS B 7= 4=, BHWr NLRP3 2k ik 2 07,
T NLRP3 48 E /IMA B 8005 . 3l 2k 3w
il 1A 6 i 345 42 A E NLRP3 2K (B i, M1 310 41
NLRP3 % AE /N () #0306, 36 7 UC k4 &
LT e LR 25 AR A R Y R IR T 40
NLRP3 % AE /DM S H R iF caspase-1 38 # f7) 2F
Bg

KARAL A 3 3 A i AR TR R B UC HL A
gEWER L,



o 724 op i UG R 2 A A A A %31 %
1 RAKAYETHAMETRER UCHHEEE
285 £ 3 P AR T AL 27 Ik
A g 2 EVO RE W #] NLRP3,ASC il caspase-1 ik , KK 45 o 41 [32]
YU IL-18 4 30
T TR 44 NOD-.LRR-F1 NLRP3 48 5E /MK 1 8005 [33]
PAL EIRWE AR WH NLRP3 4 /M, i Nrf2 g g &k [37-38]
KA N 38 4R RE SR
OPAL BRER A AW WS Nrl2 8, W NLRPS 4 iE /& 19 3% [39]
7] i
VNI HHFHE AT FE&AR T11-6. IL-18. TNF-o Al IFN-y #Y /K ¥, [ 1% [41]
NF-«B #il NOS #y 5 ik
Fill Seapas T BT R A AMPK/NRF2 {5 58 2 ROSFE S K [42]
SRR A5 s M NLRP3 58 i /) 7 306 A 5 11
TL-1B8 7K, 41 41 4 o £ 1
g kS TEES ZFRHE Y T8 TLR4.NF-«B #1 NLRP3 485 /MA [43]
HBEH S il NLRP3 5 E /N AR 9 38 16 [44]
KRER SR AR B IL-17A {550 A S0 H NLRP3 (133K [45]
B R R )
DU A o R txnip MR NF-«B 8 #% % NLRP3 % 5 /ME [46]
) TE A A TS
R AE F WS R RS FER NLRP3 i #% % 11 (NLRP3, ASC.IL-1p) /K F- [47]
5 25 Munronoid | Hh ¥ 1% PEHE K48 % #2132 LA NLRP3 B A 4 i NL- [49]
RP3 RAE /MR T
N E A /AN 6 NOxs 36 ¥ Hl ROS #9774 J NLRP3 &4/ [50-51]
& . ASC F1 caspase-1 B ¥ TG
AZ B Regl AZ Wit 18 NLRP12 #9355, M ] 1L-18 1 TNF-o [52]
B B ik
ANZ BT Rk3 A& [ TNF-o.IL-18.1L-6 \NLRP3,ASC } caspase- [53]
1 B33k BH B NLRP3 48 5E /M A 38 2%
H HHEHENEY 4 mtROS 7= 4, B 1k NLRP3 3#3% , 4 il 1L-1p [54]
B 7= 48 5 BT NLRC4 F1 AIM2 48 5 /MME A S 11
IL-18 436 F1 116 A 7= 25
SM934 BRUKIEEEF SR @it NLRP3/NF-«B/MAPK {5 5 4 il _F 2 41 i [55]
MUY FET
E4IES R WY %50 it Nrf-NLRP3 i 5%/ G 40 i 1 [56
APE IR i NLRP3.ASC, caspase-1.GSDM D.GSDM D- [57
N Fl IL-1B AR5, BEAR TL-18.1L-18 Kk
WEI B 5 4 0 L g 0 NLRP3 B985 1 caspase-1 B2 1k . i /b 1L~ [58]
1B WY B ik
ZHEE FH P NLRP3 48 5E /A G 1 1L-18 7= A [59]
BUR LWENLEY PR3 NLRP3 % A /IMA 2 3 , 38 5 Bt 4 5 [60]
W R 25 SA BE AR B AL TNF-a.IL-18.1L-6 . 1L-8 ., IL-17a 1 T 4 Z-v [61]
TEYI DL B B A AR5, Wl NLRP3 0%
i 25
PRI R R I i il NLRP3 (48 B, 30 il 1L-6/JAK2/STATS 1 [62]
B
PR K 42 By MH i NLRP3 #4036 75 5 09 1L-18 43 W M caspase-1 [63]
U f 3B I [ T W A A AR {2 F NLRP3 [ i, %
fi NLRP3 & [ 3R ik
HoAth BB REANRK BHERAKR P& NF-«B 38 % F1 IL-17, 40 ] caspase-1 FI IL-1p [64]
E2i 2L 1)k
&2 C XA il 2 4 TNF-o, IL-1B F1 IL-17A #1 mRNA 33k ; #) [65]
il NLRP3 1 . B Ik caspase-1 ik
ERE O R AW 4 NLRP3,caspase-1 Fl 1L-18 f ik [66]
GPA Jik 8 5z BH JB K i s AMPK 8 / 1k . M ROS #9754, {2 iff NL- [69]
RP3 & IR, ) NLRP3 #0%
PR A R RS A E I WH NLRP3 M caspase-1 i (434 1% [70]
=25 Tz £
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X —1 5. R IRAL S i i A0 AR TR AR

)5

i TR 25 1 58 (R AT 5 0 e « 725 -

B

4 HEWIF

M AL T MK H T caspase, 38 1 P36 & GE /M
1R RAE RN % UC BYIR ST LA B ] Wr 5 g 1 ke
BT BECEZEMEN., T 2w al”,
— 7 T 4B A TS A ) ARRE IO AT AE — s R b
I 5 s R 5 o) — T T, — 2 %) 40 A A T AT R
FEA g RN TR B BT UC MPER. KRBk E
WEEH 2 ORI iz, BA Z W8 2 % 2 3
YER ) 12 %58 9% 5 FE 3R 9T UC 7 T RCR 3. 7T LU
T NLRP3, caspase-1,1L-18,1L-183 =
2 T Y DG B DR L % i i DRRE IR e R R S
INE o U0 ) 5 A T, B i R A DD N B S M
R, XWATRATR L TR PE s AR T
AR AR A B B e Ak ) OC B A, ] AR
WHNZMAE  ZRBREAZIE KRR A Y T 4
AT AT KDL UCE/H . tbsh. 5t H K
SRACG Wy 3 2ok 8 45 A0 B A TR AR R BT UC A/EH]
A 5T BUIR 28 D A A i — 2 IR T SR
[F] /. D B Hir 4 T 40 A £E T AL Bl i UC kst 2
P TESI Y S I RS g B D IR T A
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