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The effect and clinical application of hydrogen sulfide in colorectal cancer

MG HL L2 KRR, R B s F (1 AT R F A A F R, Hl 20 730070; 2. HA A b E ER/
WA EFAFHA R HLESF PO HH 0 730050)

(18 F] WAEMS RITERAW AN RKIEE =FUAE S0 1. HSHEEZMESHFREANEN 2N R R
458 UL KSR 1) R A R R HE B AR AR o A SO T HLS AR AR L LR 5 AR LS IR AR R AR K AR B L
R R A — 4338, JEVRARERTY HLS R H,S 444 JH,S 54077 254 sl AN KA RHER & £ 45 B e s HEVR T 7 Thi
BT FUE R o 10 HLS A AR SCAT 5 0 B 1) 245 W T P B 7 SN 78 45 B I s R 7 0T 7 vh LR B BRI g, 5 e 225

T T2 BT .
[R8EA]] WAL E &5 B AL
[FESZES] R735.3;R730.5

45 H 9 (colorectal cancer, CRC) 2 & i UL 11 3%
PEINIRE 2 — 2018 4F A BRHT 1S CRC i 151 180 /51, F
KA ZNEAE T AR T T3 hn®. fE3&E, CRC
FE R = K EUARE  FE At TE 2020 £F 32 [E CRC BT 95
1524 147 950 1, FET- 99 451 >4 53 200 5™, H1[E CRC
{10 5 95 2 R AE 2 5 AR e b HE A, 2018 4 [H
JEGE RS MR, 3 E CRC KRR R AR JE R AE 43
TNk iR R o A JE R 3 R B S AN, 24 A T R
37.6 13, JETZH 9 19.1 J3 . CRC [ R I R A& AT I v
T3 07, ZH0m NEF S E E 8 T g .

FARYIBR & CRC I =267 F B, iTRE R A IR
EAER AR T HRE A R W N, AR B 20h
F7VED . A2 — 8 B A RO, B
PR EEEFT ARG SERIFIET I KPR,
IRl L , 75 CRC YR TT 1 AR RS R BT 12 Wi bs 4 F1
BT RO L, DME T A8 R TT SRR, FE R RS HER T .
ZE 3 BN 10 R 4R 22 07T H,S HOAH 783 & I HLJT
J& T OGS, [ Py A Bk R 2 1 AR IE BOR
ARG 550 T H,S A& CRC I PRI YT 77 THI KL 7 71 1)
ST

H,S J& 4k — S AL & (NO) fl — AL ik (CO) 2 Jii
RILHIE =P SEME 50T, AR 2
P RGP AN, SRR EIIX — 05, H& 0 T8 K
(PIEFTE] o 300 4 /1, HLS #7INh & —Flof 3 1S
TO, B #1996 4 , H A< KIMURA [ BAU & 3R 15
H,S 7 FLal ) PR 1 48 R G0 R AE IR TR
M HLS S 7E TRV 58 & 1SR OEST R . 21 40,
P A 23 A O L R 5 Y v R B HLS T R —
Tl 28 )00 LA Dh AR R T RN 2 S 2 AR
T2 RN, HS il It 2 P s 5 5 A e N R 1

[SCHkFRID] A [3CEHES] 1007-385X(2021)05-0537-08

PRAETE &R 4 B B8 K B AR #E LD REN . Gz D)
REU A 22 1R AT PR TR DL B I Jge 1) R A R R T
VI EEE A A

H,S 7 718 (1) A BE 24 R AR B 3 9 s
(RT3 BRATL ], A2 AT AR R S 2 — o AT,
H,S 7& # %iE ¥ 1% %% (inflammatory bowel disease,
IBDOURT CRCP [ e A2 % e b 4y i o B 221/
B % 5 H,S 7 CRC K A K & AR FH IR AR Z
FOAE P S8 5 108 0t — I 32 2GR 2 1 ok
P ARSORE S H,S AR50 R A R S
TE AN H,S 177 AR i 42 S HAE CRC H AR FH HL I
AT ZRIA , F BHo6F H,S B4 771 VH,S itk \H,S 5
AT 23T B G K R A 7E CRC VR TT W58 7 1HI
()T i R AT IR

1 HSHEFHS

TR VIR HLS 2 A AR AN A4 Y e A Rl ik
o WIETEE AR R 6 A N & CHLS 5% B2 il i
Z H5MRM R H,S A RGge . XF@e g mfET
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NENISFHAHLEE T AR A FE AN ST S,
25 H,S A2 1) BB ) KA BT AN ) o AR i 45
e R e i EM G, B IE IR LR 1H 2 51 H,S
A &AL .

1.1 AR H,S 894 b5 R

N AR A U5 1 H,S 32 2 i D AR 1k - B - & B B
(cystathionine B-synthase, CBS) - bt fifi ik -y - 24 fi#
(cystathionine y-lyase, CSE) F1 57 2t P4 i B2 ¥ #2 By
(3-mercaptopyruvate sulfurtransferase,3-MST) 1X = ff
BRVE NIZ OB RS0 6 . 45T N H,S 1 CBS Al
(B CSE f# 1 L-*: Bt 2 2 (L-cysteine , L-Cys) 4 il ;
FELRLAA T, 3-MST AL S IR IR 7~ £ H,S . )it
N CBS Al CSE [ HE AL AR FI 52 A I P HLS 78 Al i1 3 22
AR,

/N &G i HLS B B 0.2~1.0 mmol/L,
1 FE R Nl IR A 0.3~3.4 mmol/L™,
FEIEH 5T MR Y K20 70% (1 H,S 2 3d 1 i & 5t
HEAG SR 2 2R 7 A, AR 30% i 1 il fH Ak, [ Y
PRI AP FENARN, 1/3 1 H,S BLRUETE X
FEAE , 2/3 DL A i S A8 (NaSHD (1) Uhit 77 AL
A 3E o 7 AR S AR R L A 2 2
1) H,S IR FFE RS KPR, H,S BA Bl o 1) AR ¥ 1,
TS N T V8 751 PRI A B A K R 1R 5 6% R T DL 2
BN, A% 2 MR T D) RE .

H,S #9738 3 A A R R AL AS T A il 45
AR 3 AT R AR il A A 45 R 23 HLS (1)
R TT e FELRLAAR A, K& H,S F Ak 9 A A
VPR IR £5 B AHR IR Eh AR R 26, iX 28 =M 42 15 ik
He AR SN s 7E A0 T L HLS Je i H SR N R, H
B AT LA B I S- HY B e B Wl g — 20 W BE AU G B2
() R G K L IX 7 ) 28 i HE PO IR B ()
H,S 38 W] LU o il 4 <O AR A o BT 5T RN, AR
FE S GL P AR B P70, % I PR B PSR A A4 BHL 2 11 i e
TR RS T B AR HLS I, R e b ]
R 2 H,S FIA7LE
1.2 Wil HBR 3L R 5 Sh IR H,LS 89 4 %

7B NP NG LN 7B N5 A P K N
REAEER W 1S540 NMEN & 5R
T, AR AR E IR AL B T TR ¥ K AR
Mo NIz IE T, 40 5 BTk 11044, H A%
SEHZIL2 172005

H,S J2 fie 45 R (0 40 1R 23 il 2 B0
A3 TR M AEAK H P ZEL AN TR R 4 o AL B . I 0 HE
IR £h 38 i 41 4 (sulfate-reducing bacteria, SRB) Flif [
T 4 B, T S5 T A 0 4 R A A AR AL A
WY FENIE IS b, Al TS A BT i E 1 H,S

Ko Hrb,SRBE T i 2 A AL, HAH 2
PR CRUHE S R B R T TR B R 28 R 55 ) 4 Bt A
FWAEWIEFE NHSY., BT S B R AE
1 R 2R R R H,S S AR AR, Rl 25 7 2H 23] DLIE
FEYR E T8 AR A= AR 1) R 7K F HLS 2 #R Y, X
H5RZHHAHALZHG A .

TENZE S, SRB i@ I 38 J5 B B2 26 0B IR
VAR ER AR E R A S A LS, S 5
&5 My (1) A= B A BE g AR B SR BN, il e )
SRB 7] it 5 1% 2 W& & 4iE RS2 & 1E . IBD.CRC %
PR R A KRR LR, il = A 1) H,S A4
U 7 A IR BRI IR 5 42 3 B CRC XS PRI 2R 0
DAL , T DA RS 5 1R 2 T B 4544, AT 755 SRB
P AR, R i T8 HLS 1) AE B, a3 T 52 e fig TE 1 AR
PRI BIRAS , X B AT A TR FOYE T 45 B 0 » 4
BT —F 0 BT

2 H,S7E CRC HH{ER

KT W IEYEH,S 7E CRC HFIPER , H AT 2 24
W T 9T CRC i Rg 41 2R B8 A4 o135 77 0 i 83 4 B 9 &
BHLS ) = Ff 5% 48 B CBS . CSE i 3-MST (1) % ik /K
S BAK A S TR B )3 3 ol X A A 85 77 16 B R
AHHIG A R . T AN HLS BRI, 2l
io ) AR 05 7 ) o6 2 B S 00 HL,S 9 44 T NaSH
B AP39 55, BT 7t HOGT i Jee 240 e 14 5 K 240 A 5 0 it
BISZE . b Ak, H,S 22 5 U 28 45 BV 40 B R i, JF
718 M iy 1 2 JE 7] CRC & & (1) 3k 72 v & 1% & %
EH.

2.1 PIRE/SPIRPE H,S 3 45 1 JF fm 69 4F

CBS 1E 25 Jizp i 2 2K b 2 & K Rk .
SZABO [ B\ N 45 e bs A 5 58 25 DL G 1) 1
LA ST 0] L, e IR 4 2R R HLS B B CBS i
FEE B, AR PR A A K HLS B B CSE I 3-
MST R IE RFEA . HIEE 45 L a0 &
(NCM356) FH L , Y5 H 25 i i Jes 11 48 il 32 (HCT116.
HT-29. LoVo) 1 3 3 t 16 £ 4 1) CBS £l . YUE
SO g% AL T R4 B 11 )N CRCFEAS, R
55 Rt 10 1 45 B b R 1 2UAR T, CRC FEAR R i
CBS /R = Rk,

RN TR B, PV CBS [ 38 5 ) 1 45
AN R AR S4B B . 5 2 A, A
shRNA T Ek CBS Bl ff FH 24 & % £ 2 (aminooxyacetic
acid, AOAA) X CBS #4741l , B iK1 CRC 4 Jitd &
HCT116 385 51T 4% ; 5 UG [F I, YT B CBS 1T AR
i e S T R A 0 ) AR K I LA R L A PR R 42
7~ IR HLS A8 M i 8 AR s B A E A A
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BB T A 0, CBS Ut R 5 251 240 Mo 3 5 41 1) 5
HCT 116 2 i o i) S A 3 R e AR T2 o 1) 93 55 LA &
H,S /5 1 PI3K 0 % .

A2 CBS KL H EIRFEE , CSE 5 3-MST 1]
o 2 12 1 BRI A4 A 555 7 1) 45 T e 4 T 0 5 S o
o AIRIE™, CSE I JE R RIATE 3K F 5 Wt
WA IR, 8 Wnt3a 58 LiC1 S Wt 4%, AT 10
CSE /] mRNA ¥ sl 8 [ 3R I8 7KV s R Z , siRNA A}
3 1) B-catenin JTER , W) AT I CSE (1) mRNA % 5%l
EAXIEAKFE. 13 shRNA JTER CSE 50 1§ Fl PAG
) CSE, ¥ mr 4 il #1449 SW480 4 i iy 3G 48 1L
o, 40 S A RS A IR A K. 3-MST IMMER 5
CSE A,

ST, AR H,S S &5 i e 440 i 1) 338 B EL AT 40 i)
YEF . A 0F 7 B H,S [0k & NaH S 4b 2N 25 i
HCT116 F11 SW480 ZHi fitd , 5: £ Akt 1 ERK (1) % B2 AL »
FI) T N2 1 e 240 PR ) 38 5 T X P A FH R JE e p21
(Wafl/Cip1) &K IAINO 2E 5 1 B A S 10

PR H,S 2 B L RE 82 12 3 CRC 41 il & 1) 3%
B, TR 32 L5 LS 3 g 41 A (1 BT A AL AR O HLAR
HEEE AT DNA PR35 56 S8 A0 JiR 1 o A8 A2 Je
YA I — AN FE R AE 5 55 1E 4 A EL , e 200 Pt 3 o
I H RF SR 5 7 1 4 (reactive oxygen species,
ROS)/KF-o [RLUtL, s A B 3G o b e i R 42, 7
PR3 96 20 R S 52 B AT A7 FF VT Re A BT 4 LK
N 251 . 11 H,S AT LATE bR B HH 25 I 1 s b A AL g
Chn 5 I H T S A P G 45 R 3 1 5 AT 4 5 40 i
PIPTAACBT I RS 783G 3 40 f ¥ DNA fRI 7
T, A 07 B oR 7R R AL N R T 40 i P s .
Fr A HE ] H,S 44k AP39, R #2 m 40 Hi P HLS /K7,
TR N B 4T i 2R DNA (1) 58 884
2.2 H,S % 5MDSCR 3£ X 48 % & 4

18 P iz 18 9 RE 2 B P 1 S 8 1 2 s B TR
R, RS T, Bm R4S g 2% B R 10 4
J 1 BB CRC 1R 2% » FE 73 20 4F J5 KUK H 8% » i
I 30 4 5 KBS N 18%17, H,S 7E 18 1% JIg 18 4 1)
CRC KM E R .

o 20 P P A R 3% e CRC R AR R I E B &
Z o IERWFFCIUEM , MDSC 7£ CRC ) 4 9% ¥ 3%
RARAE FAAE T, MDSC 3 i 401 T 410 A A0 5 K AR
T it CRC IR AR I . FEIR AR R MDSC I
H,S 7E 45 i % 17 CRC & J& v (/B I J7 THI, A 4l i 2
AU A5 FH IR G I R e AT 1R (helicobacter hepaticus,
Hh) 51 #2 R AR G % A T 10 IBD /) RAR R BEATBF 7T, 1%
BRSO\ IBD & AHAL, IX P ¥ [F) Hh & g 4 2
%S IBD 5 CRC HIfEJ1. A WFFRPR I, K] 5

F H,S {44 — 4 P 2 = #fi (diallyltrisulfide, DATS) %%
CAEH T /N8BS , # i 7 Hh& g/ 845+ G-
MDSCs (granulocytic MDSCs) [ % 42, iFFI H,S & 5
MDSCs i 1 & i 9 AH Kk CRC () e 241 o
2.3 H,S#RM S &M mie R

H,S /2 40 Y {5 2 % 1k ¥ (cytochromecoxidase,
CcOXO) il 7], £ AL B FERE 5 FIEH . K
V5 H,S 3= B i A0 45 A4 - B A AL S8 (SQRO
I RAR TR ) B AR AR AR B H S T AR I H T
N IR IRCBE , 5138 O, Y5 #E R0 ATP & . 78 B4 25 A
T, H,S B A B p AR e M, I BT DL RLA R B K
B AR ORI Y

48 oy e 20 RO W 5 R I HLS AR AR G . 5
A T AEKIIAHAR L, SEAREE T (1% O, 15 7%
24 h 5 1 SW480 45 117 i A B , 1 A0 4 v 14 B AIG T
25%, H:Aitl O, FF I BRI 1 63%, ZH i P9 B Ze ki ik 5 &
AR T 45%5%, eah, A0 RoR  FE R TR I HT-29
ZH B A i N 1 mmol/L ) H,S {44 NaSH( R ¥ fift B i
H,S), 197 1.5 h et M 4H s 72 b S & 1 IR FE A
0.7 mmol/L, 7% 7 hJ5 S B TR E /N T 10 pmol/L,
R W] T4 R I H S EAN TN . X
T ib BG4S HT-29 20 035 70 BRAIK, JEALH AT BE 2 40
2R C AL S 77 FRAK 40 B FE SR 2 b , ok
I 2 P ARG

3 H,S5CRCHIEFTHHR

H a1, B WA A 1 28 58 BB H,S /£ 8 CRC
[V 796 T B A5, I 45 W I JRe 4t i R RN B ) S
I E I IR . BB RIS AL - il T
et Jieb T 240 L N HLS - 8l T 0 1) HLS 1 A s 4
JHL SR I BE R TS HLS B HEAR AL G4 < 4 HLS P40 i) 5]
5ty 43a 4, UL H H,S /- S E T e
(FEZNEAOELY N AR SN D NG
3.1 CBS#p# 5]

I £ (aminoxyacetic acid, AOAA) J& —F
i I CBS #7176 H,S (19 52 58 AF 57 i) vz A
. H AOAA Kb B A4 4 35 5% 45 e 40 M 5 » P O 1
H,S A= Bk 2, AT 400 1) 1 &5 i e 440 i G 5 R G
B, FEFHPUE AOAA VRN T HIREEE 4], 358 |
40 % B AOAA HIfE 77, v] BAE — i1 CBS (17
PE. AOAA At A AL AT B A3 FEAK N IR PE L
A AL 2 BEH BK (glutathione , GSHD [ 7K *F , AT ]
55 GSH % ROS [FIH BRAE Y

WAk, A 5T AT BAS 38 i A8 HLS PR % 40 A, X
51 900 Fh Ak G W0 1) /N B A 22 SC R EAT T I .
I ZAF 3 1,4-Z8 BRSO B2 =P AN E P AT AT
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DAIE 3 11 H 40) CBS & M Bl A =2 98 7E 1 P s
9 JUH RS X T CRC.

shRNA 75 ) CBS & [K y1 B8R 5 25 3 #71fl] CBS
TEVERAE FH AR AR AL, FLAE A BRI T CRC 4 i (1) 3
FAFIER , 76 IR/ iz 4l B L 85 72 b ek /b T 8 B
YHMLIT RS , I T LR T R (FESUE , ATP H 4 FH I
Wi 2% e 1) AT CRC 40 R BB IR A , DA B 4t 1 S ol
FEME DB AT HLRA 138 I 1 35 B
3.2 H,SH:AR

Na,S Al NaHS 2 B L4 M itk 30 1, %
W T 7K Y B H,S A1 HS AT & 5 A2 P 2 808 5 =& H,S
SIGAIF FE AR B B HLS A4, Yo &5 g e 40 A Fr 4
HA R Zmi BRI AT Y GYY4137
FE N LA RO H,S AR T 1 F 7R AR SR A
SZIGTh O S FIIRAE. GYY4137 3@ 1d SG2/M 4 i & A
BHL ¥, 175 5 8 T2 R0 IRBE , ) N 45 B 0 40 i &
Caco-2 HFA. (E13 — M2, GYY4137 75 T 41
PO T B[R B, AN 2 50060 A P 40 ) 4 L v 12

F 2 F 1EJE K 5t £ 25 (Non-steroidal anti-
inflammatory drug, NSAID) (1) 2 il & e 7 — Flo#r
B H,S B4 A4 (HS-NSAID) , AU AR T &
BEMWAE L REAR BRI H,S. W AL R R, i
FH HS-NSAID &b B 45 iz Ji HT-29 %5 512 44988 Al (4 1 55
SRR FE 11 AN 40 A , 45 SR 2R BH , HS-NSAID X 11
Ao A M AR 0 AR A 3 B M ol i s s
HS-NSAID 8¢ NSAID % 55 A 48 f 47 #0] , Si 58
R AT LA B [F]FE B H0H FE FE , NSAID Fr /5 221K
Ji 4 HS-NSAID () 38~1 300 1% . i ¥ 5 NSAID #H
bt , HS-NSAID B A B ) fiidEtt. Bk — R E
X H,S AR (FBIE 7T S HLS HEARFE AL N iR 1697 259
PO T EE SRR .
3.3 HS##IF| 5T Ik &

H,S AN 428 i 8 24 i 1) 38 B AN T2, 38 1T 52 )
i Jea 24 0T A4 T 25 I i 24 P SRR 0 0 R 2
R XTAIT 25 OB PE o 5- 380 K W5 I (5-fluorouracil ,
5-FUD %32 B -F CRC [RE 77, %F 5-FU 77 4= iiif
2y 4 e B AT SR AR I R RS . BEARSR
B, F S shRNA 8 i 15 93 253 4544 41 1) 225 7 s 240 L 5%
H,S A 1, 7T LA 5 2 s 4 % 5-FU (19 3R 45 1 i
2 AR AR P Sz v 1 BB R T4 e A i
PR X 5-FU B9 8UEE . BE4h , AOAA 5 B0 Fl A
(oxaliplatin, OXA) Bk & H , 4 0 1 OXA 75 ‘3 1) 45
Jip e 40 ) 2 HCT116 5 HT29 1 (1) ROS /K-, 31 55
I 20 L GSH 16 8 N T 38 58 245 7 9 48 6 OXA
(PR,
3.4 H,SHrRE % AMAT

F i e AP B Al & () 4 KR 1168 97 77 AT LA 2%
i v T Jirh T8 4 L ) SR A e D 5 0 IR 22 24T 245, [
Iy /b IR Va9 I FE RIME @Y. B AT A 2 A
TR R e 1 HLS TR AL IR 245 FH AR ), 78 45 1 e 1)
FEBYRIT TR I TE R /7.

H 4@ 551 5 HLEC A AL ) A A2 2H R 1) 42 ) -
H HLH 42 (metal-organic frameworks, MOF) , i 3
FERR A 7 v BE 22 LI oK 4 ) L B K ) b 3R T AR
AR B AE VAR S A, O R AR P s 22 At 9T Ak
) — B MRl B H AT N IR, V72 MOF © & 4T
KT BAZ AR YT H 1, MOF JHURE ) 2 FL 44 K 25 44
A58 MR B R i A7 25 ol 400 Jo 1 N T R S o A o AR )
T PR A AT SR F AR A s B Ak O
TR S, AR IR PR HLS 0S4 R A LA 2R
(Cu-MOF ; HKUST-1) 4/ 2K i) 55 £ 3 94 K B4 B,
JRALF AR T 7, AT R R 5 H,S W0 B L ARt A
SRR 3)) ) 597025 S4BV RS V6 9T o

H T3k B 7 A 1 HLS i 3 CRC 20 il 1) 39 5, A7
W FETIIT R T T HLS (R R IK s 8 1 5 1) F T 45
IR 9T I AR WA A 1 AR T R A R - A R K B
(FeOOH NS)ZHK 5 4, m LA i 3 J5L S S A 250 B
VR H,S » AT BE LE 25 e 40 i ) ARG o ik Ak,
e 7K 1R HLS B A R 21 ™ AR 1Y) FeS AT 3T 20 41 ik
KGR IT B J1 R Fe A R BRIE T-AE A
FeOOH-NS it ]/ Jy — il A 24 (¥ MRIIE 77 ot
Ji g 20 2300,

FT Fe /- T 1925101 (Fenton) 2 M. [ AL 2280 1197
1% (chemodynamic therapy, CDT) 1 & — F Hr 2 1)
J 8 Ve 9T SRS o SR, A A CDT i 44 7 1 Fe?,
HFe™ [ Fe™ F AL T 2 5218 , 3% R OK PR ) JL A8 i 41
21 fi 4K Fenton (A ) S B (14 38 FE , AT FHLAS
CDT Wyt — N H o FETHACIR-2-4 g A& E
(EA-Fe@BSA) G KB, A W FLE IR T WP
H,S /il Fe' /] Fe* %% Ak A6 #4 By 7] 38 38 (1) CDT %
B o IX 3L T 9 YR VE H,S 2 33t Fe' [m] Fe* 3% A6 DL Jb
PTT Y #T% (photothermal therapy, PTT) I8 ] 5 %
FOVFAE AR AN FIAE N AT 20 Fenton SR A 5 ()
CDT, R H5HERTT CRCHIH 1.

i R IR TP 855, 4 R AR BRAIS pHL, 5 30 H A
JEBIT T 251 . ZURRGARENITR, &
T HE 6T Jie 988 ok B4 5 CTMED )45 e 12 e 2, 8 )
R . AR IR T K 4R -8
(ZIF-8) 7 ZnS 9K KL 1, T H,S B H A M i
K% $i1 #L B (Tirapazamine , TPZ) 7£ B2 V£ 1 358 v X i
Jed A PR ) R A AR S SRR B RIVE T, X BT T A T
ICG/TPZ (Indocyanine Green, "5k # £%/Tirapazamine ,
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B R AL 4 T 13 AL 58, BN ZnS@ZIF-8/1ICG/TPZ
(ZSZIT). ZSZIT {£ 808 nm T £L #ME 5 T~ 22 FI H 2%
6% 3l 1197 1 (photodynamic therapy , PDT) Al i 420
AT AR . [E R, ZSZIT 75 b 988 i M 36 355 T %
fift , ZnS 1% 7= A2 1 HLS WM I A AL A B R L, F
25988 24 M P9 1) HL0, GV 7 20 O, AT N 2 1 R34
LN = SR, 7 T TPZ 25407 = SE s g
HRFEGUMIREAE T o 5 EATL I SR ABL ) — i T 380 1
PHELY K R 4t (Bi2S3-Ag2S-DATS@BSA-N3NYS) ,
A DU ADRECH,S , s H R I I W R i s8R

YT H,S 4 BAER A B e e ph A h 47 Bk
SR A e R 5 B IG5 22 1R P R D HLS i 3 e 4
i 366 5 5 R A A ) CH IR PR D HLS ) iR 4 i 4
FAY . X BV Bh TR BT L SIS 5T 2 [
P & IR

4 % I8

25 I, H,S 1E CRC I K A2 K J Hh 9y I o 1 2 A
o, SR, T 45 B HLS W 50 i A AR 4L ZRE A
BEAS /N, NP AN [ 3t X AN [F) £ 45 K 2 A 2 15 77
EZH, WA NAEZRIE. BT 9T ARF
B A 0 BAE F @ A A A, I PRA2 W BA AR
7 R0 G N 25 B W 4 2URE A 1S 1A DG R A
mRNA FIEE [, MWIE R4 3 S 4L AR A 4K P47
KFEARW T, 456 iR 58 2 00 PROFI 5 28 Bk, 14—
RN BB 45 B HL,S RIEFFE , M 8 S N TELI
H,S HH A5 538 1% WX 4% , 1% 56 - V) S ik HLS A5 24
Ve AR 9T, B o B 1R Stk RN sl F R S

BT H,S B A R HAE Sl I AT 25 56T
FEWS, JUH R GK B TR T AILE CRC 67 B 9T
A BILH BRI, RNk 2545 1Ak N
SIS 2 2H S G o3 A U S R T e 25 ) ) R
TR T A K 25 AR F 42 ) A0k — 25 3 i e R 87 P Aot
I, HEA EE PR .

(& % xx #]
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