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Research progress of the role of hydrogen sulfide

in various physiological processes
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Abstract: Hydrogen sulfide has been considered as the third gaseous signaling molecule after nitric oxide and
carbon monoxide, and is widely involved in the physiological and pathological processes. In this article, we
summarize the synthesis, metabolism, and detection of H,S, the role of H,S in diseases and its related donors in

order to provide new ideas for clinical research and treatment.
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A A (hydrogen sulfide, H,S) K ] LLK AN
& Fh B A RS ER, fEEIKIE (>0.05% ) M5
AR, AR Y. 1996 4, Abe
A Kimura™ #5652 H B B 10 H,S 22Tt
PEPEF AT, HFT I T X HS IR AW AR,
Hohfe B s g ng. Har, H,S Sl e —f
FHIREESEES ST Y, 250RZAR50
AHERE AT, ARG DI KRG R RS
WIR RS, 2o SR 1S B bk P
o L AT EE UL o © RiE
AR P, A BEs T H,S HIE . AU AR
TESEIF AR F S AR DG A, DA A I PR AT 5

TRIT TR R .

1 HSHIARSHS

11 &k

W H,S AT I B SN 815 B AR B A S B
WA AERE LA A 2 BN B AR N4
DA L- 22 BR B L- e 2R % (7] B~ e R I
W, 7E PR AR RS % -5'- TR £h (pyridoxal-5'-phosphate,
PLP) #fsivE R, BY ﬂfﬁﬁﬁ@% -B- & kM (cystathionine-
B-synthetase, CBS) Fl Bt fi -y- 2L (cystathionine-
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y-lyase, CSE) (WAL 55 22 T R 45 & 28 1Dt 4k ik,
MG 7 NI ERR . o- NEERAI H,S. 5 CBS Al
CSE AN[F], 3- 3L A FRFR R 2L 5 72 (3-mercaptopuryvate
sulphurtransferase, 3-MST) Al 2 Jbt % & = 5t % 7% [
(cysteine aminotransferase, CAT) N3 PLP {4 14: ity ,
3-MST LA 3- 3 3 A i R (3-mercaptopyruvate, 3MP)
NIEP ARG HLS, T 3MP 2 2 ik & R R CAT fJ4R
g U LU E LRI R IE LA R, CBS &
BRETMERGAIAE Y ; CSE EERILT0
ERG, R, B, 75, B, RBEEE
i A ik B, 3-MST A CAT F: BLAE ik i 22
RghRIL, OREERRAME. LA MEIT. D
0 975 T A PR R L ER o R e A A U A,
2013 4, Shibuya 25 " B 7T % B, 3-MST Fll D- &
FE R %A A B (D-amino acid oxidase, DAO) 7 fixi Il &
25 T WUENE H,S A K.
12 i

H,S fEAR AR X AR e, I DUR LR &
PEEATAGH = (1) H,S 2 AR 1) 32 R K AR AR 2
kifkrr, ZERAEANIEEE. S- XU A S- 7%
i A 2 1 HoS F Ak U AR R 28, 2 J5 A
Wi % B A — PO R IR £, B
T R #h AL B AE FE B R A R 2 A Ak A
fig th i 4 R HE M ) FEAN b, B AR EE S-
FF L e A Il A A 1Y) R A B 97 7 A R IR R — R

N E R

Bt (3) 55 8 kL2 8K 112 2026 A R ILAL 8K 11T
AR . 3K 3 FUER R ITILENY HS SR
WL, 4, EH SR HS U
o

2 H,SHIHEM

Kl HoS 5 i G b e 3 0. B Tige
PRrE. AMHEEE. HEBRASE TRET R
WL KIEIE R HRAR B 8 v (MBB) A
F R IOEERE 5 S Bl H,S K RS I 5 1 [ A
[ T A 48 K 22 5, 2 P I 35 92 9 5 0 R ot %
H,S #5440 umol/L, i 5 F MBB &2l 2 U 9
1.6 pmol/L "7, {H 145 #f 7L 438, F§ MBB i &
(19 N SRR/ BRI 2R H i 25 HLS 7K P8 BN 0.2~0.8
umol/L ™, A €k 45 A5 5 1 B A 1 A AT/ R
I H,S 1 7K ~F 95 8 0.5~2.5 umol/L.  H #i,
%o H,S 78 ML s 20 23 b (R B S AT T8 iR, L
H,S W i rl SE I E AR T iR i R G —, AR —
A

3 HSS5HRXEBHMR

H,S TENLAR N b FAESSPATIRAS, Ho w59
kb 2= R MR KA K. 5 HS AR
WAHRI PR B RS, LILE RS, WHLR
Gt S PR R 4555 (B 1)

r =

e L IEZE
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3.1 HSE#WMZRS
B /R 2% 1 2R 95 (Alzheimer disease, AD) J2& 18 %
AT R 2 RGBT MRS, HFEZR AR
ST PUEMFEE I (AB) TR Al 1 48 21 4t 4 45 Fpf
Zou Ak, WA, AD &3 KW PR v
H,S A4 i B b B, AR PE HLS 18 RE % BA
S AB,sss S PCL2 ZHIAGTE T BV, X 1
H,S 5 AD ()RR FEFT REAFAEFLLL IR R . ARG
P L A R R R OR RS AE rh, Ifl SR HLS 7K FRAIR,
g Oy 2 e B B ek /> o B T S HLS i 4R NaHS
(14 pmol/kg) J5# £ 0 kb, FFkag 7KLY
FoRNEAZ R S P B REOR, R4 AR
(Parkinson’s disease, PD) (1) 3 J& ' A Y5 14 H,S 1977
A FEETE . HEFARAML, £ o- BT
[l (6-hydroxydopamine, 6-OHDA) 5 5[] PD K fsl %
Ak, SUIRTE N H,S & =R FEAC, 1 H,S 1697
Jo R B A PD ke, kb BA T X 4 2 LR 4y
WAt T P, MR KRz shhe B g
KRR R g R EE—8, 44 T HS BT A,
H1 6-OHDA. 1- 3% -4- ZE Lt g 25 7 0 1 7 i 55
BRAFIMHATTH M TR B, R HS
76 PD h R IELEFRBATAER B tbsh, 5%
B (LPS) 4b ¥ /N BT 40 i =, HLS B 47| 7 NO
FR R AT TNF-o (1) 4 B . =2 424097 (Huntington
disease, HD) /& —f B EBE M EAE KRG 0 0w, 5
7 W A R R R, SRR Z
ROABNEZY 1, Wi s RSB, e
PELL SIS AT e As . AR F R iR [ g i M 4R
A B E 3T WL H AT IR A €, (BAE T i 2
ZUh R A CSE B2k, IX PRk 2k n] B & T R
A F IR SR BE R R E A - NS
FEAR 7 &1, T T 20 CSE 7K1 B FEAR, T #b
PR R I Y T SR A 2R TR SN BRAR Y
S B DL RS R R I, H,S B 5 H K
LRGN, SRR ER S RTH B XNME.
{HRT H,S 5 H# 4 REu5m it Fu iAo,
HFR LGP SR
32 HS5IZzh&%
B URAARE A — P DL o 22k B IOUL &5 R
I 5 BOR JE A 3G 00 D 5 0E 1) 47 08 AH 5% 1 B B e
o E IR 785 41 Bl (mesenchymal stem cell, MSC)
HHLA TR EE R Fa . BBER 7R
T-40 M e % 7= 28 H,S LA 4E +F H 1 3858 F i o
k., H,S ik = 1] T8 MSC 7L lERG . Bh¥seia i,

H,S it Z () /N SRR I i BB AA RS, I AT L g
#h 78 HLS KRS, XKW H,S I 57 MSC, Jf ] fig
N H,S BB 5L B BT B R RE SR Om B ke T B
WAH TR I, CSE {2 3 A RCE 40 i b o Y5
H,S W& . 13K iA CSE it 1 B 40 Mo i 73 A Fn
B, N T RS KAEEA 2 IEHEANRE
DLIES 51 TR %, ml% CSE Ja R A % 5 AN,
BSR40 R R A A ) 2 RN e S Runt AH G 1) 3 5%
[A]¥ 2 (recombinant runt related transcription factor 2,
RUNX2) fJ£ 5, ifij CSE u] LI RUNX2 R
% DNA g5 615 SR R 5 76 B H KRR
Mep, ik CSE RIL B & & fe Jirgam B,

BREM AT ECE B, 4T AR BAL R R
H,S 97 )G, HREMREET s Vs
GE H IR AR R, Rk
Uiy {52 Peh 3 T AR 1 4 PR R T 92> 5 IS AR A
“[% (malondialdehyde, MDA) /K~F &1, 248
A I 9(matrix metalloproteinase 9, MMP9) v 4 [%
%, 1B % Wnt3a, Wnt6. Wntl0 Fil ctnnbl [
Tk i, XK, H,S WA I gk AL
NEY ] 4 S IR B v A A Wnt/B- M R B
5B R R A R B R M R B

8 R IR RANE T T — A LR L1 R0
OGN R () KR PR . BT 2R, HSS
MR RAEN . RAMER R I BT BT
SRR BT B AN, EBRLAT LA K
AR H,S, SR I - F¥EVE (ischemia-reperfusion, I-R)
BRI K BUE B VLA IR HoS & BORURE TS B
Ko H,S v DAOR T K BB % L 52 T-R 4453, FRAIC
MDA, & E A A YA E 7K, i
E AP AL E (superoxide dismutase, SOD) F ¥ 14 Al
EAHMERZE, XUl HS 765 8L & b S B
P PLEsesb i n, H,S fEE . BT A E ER L
b R AR AR .
3.3 HSH5ULMERS

e I o 0 I T 9 0 B - B fa P R 3,
KRR LT EEWL . N, B E AR ThaE,
XA 5 H a6 2 Btk 0. HnikiE, 762 4%
A3 G i s 28 3 K HLS R RE B AT I
IEH P, X Ui H,S AT BEFE NS IR A R
it EEAE . Yan 25 PRI Zhao %5 U R L, R H
H,S fitf& NaHS (56 umol/kg-d) $#4E: 5 J& 7] DL & 2%
& B &M T K BR (spontaneously hypertensive rats,
SHR) /& IfiL s 33F i v () I 38 3 32 30 Jok 45 44 =2 98
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IR Z . Ak, Shi %5 P 4RAE, LA 30 pmol/kg-d
H190 pmol/kg-d f 7545 T NaHS 597 SHR 3 1~ H,
IR N A 1 S ) i A 3 O B
R, KEUERFIER H,S 4 Tia7 alaea B
FBEAR AL E

C57BL/6Jx129SVEV & &8 4E 15 51 CSE ™ /)
B, FL I Bl A 8 1 B I TR e, AR R AE 12
JE WS I E A8 135 mmHg, & HOE N R 18
mmHg ; CSE™ /N, 10 F#% 5 ik Lk CSE™ /N
10 mmHg . 4 A CSE #5141 CBS i B &
TP, YBIT 4 RSP SO B (99 + 2) mmHg
T I M #) (130 £ 1) mmHg™, iX £k #4521,
CSE [k = 5 i e i m B UIAH G, H,S 78 R I
JE 7 I AR .

B BKBAEREAY A — B IR IR R Gu i, HidF
TIER KB KA Bl ok 4 3 5. K g R, 3L
RIFHLE] M AR 584 T . EiT 4R, HS
RS 5 TR E. HIEEA E MR GN R
W SRR A 1 R A IR B A Bl 2 1T R HLS UK
SFRIBEAR, NaHS &b3 5, /I R 20 ki A i) 3 5
Wt 58] 3t M, Mani 25 ™ kB, CSE™ /N
ISR T koA IR A ) R AR, XU T HLS
RS 1E o

AL, H,S 7ECo LR A AE AL A o ) 0o LAE
Ko LR Z 5 E R T 0 LM AT K 4
FAEARY, 25~200 pmol/L NaHS Kb B J5 6% 14 inCa UL
YHM RS M, IR 5 [RIEY, NaHS 4b 2 5 3 0
T U LA PRI R R, B T R AR AT A R
TR R, XK H,S AT A 38 i $2 = 0 40 0 10 )
JH 2RO LA A AR B
34 H,SSMEIR RS

WA RN, H,S W& MRS S M s it
KL 5 M, HS ik GYY4137 BRIy
BRIFFMEMN/ BANE, BRIRN . 8k
SURN 3- ISR IR KT, BN HUE AL RE T (total
antioxidative capability, T-AOC). i %8 {L5E A (catalase,
CAT) Fi1 SOD %k, MMk 55 P 85 i S it 4 ™,
PR ATL A5 2 A A 45347 471 S ATLAE <, R 3 1) 32 B2
i BRI, AUARGE S 1A RR SR IR 1
H,S AT LA A RE SN, AT I it 4 10

L — TR, H,S RAYUREERH. <
8 bR A R N R TE A M R K Y 5 CSE 1Y)
mRNA FIE [ RIEBEC. 400N A H,S 1IRE %
I S B B30 55 il 1) 2R 386 A 5% . 4k CSE RIK S

I W A5 5 5 % 4 v 11 4 R TR 1 A A TR 7 A
Hhn, R BRI B . i — D RN,
TEWFIRE A FLs 2 B G I/ RSB, 0] R 2 AH
b, CSE mifg /M ERIRIRERI . Sl Y. iEESE
e RN I 2 B A, X SEATIR R, A
PR HLS 7E 2 il WP IR 45 i 53 8% G 5 | 762 11 il 7
At B AR TS

35 HS5HEKERES

H,S 7t 5 W T8 3 J7 TH] R 400t 28 LA . 7
KRS KRR, H,S & Bl & S 5E
T JORE 5 HLS BEARRIT Ja, (R & T AL 7
(RIZRIE B SRR/, 450 JORE IR, e @ A m e 1o,

AT R PR R I 1 PP 2 B i DL R s, =
BP0 N H I = S ) 5 E B R 51 k2. CSE.
CBS A1 MST & [ ¥ K& T+, G 8T
H,S M4, APRYE H,S 125 18 AT it 5 AP 1 & J
HRe T/ E R (high fat diet, HFD) J5
RI, SIEWKEAMEL, HFD Al S o ig
RO RO IR S5 A8 A 4% 1T HL,S A3 Wi 4% 1
XIS SGE T RFRESS A, b TR =
P AU L [ B (AR 2R, B T M DT IR & B I R 08
¥ 7 SOD A4 bt H K ik 450 A6 4 B (glutathione
peroxidase, GPx) [1iGPE. ZS2i6E£ 0, H,S itk
35 AR R T B 4 v R Ak e T SR D R T T
EEWFF RN, M3 H,S KV 5 5% g 8 A BH [
W 5 IE A O, S R i R 1 M e 2 f ke ok
3.6 HS5AMES

[ CIBLiBE R AR SR Y T & LIl
SUERANPRIET  1E 5 e K i o PR 1 /) BRUAR
Birh, CSE R /) 5007 45 B0 i 62 52 453 4500 HE 2 B
B. MAKXREALSEA -2 (TBP-2) & 128k B 4
W I 5H RPN AMNIEIEEH, 1 CSE A &
(1) H,S mI 4] TBP-2 [k, FHORI RS B 4 fe
AL, XS U, H,S i@ T A TBP-2
ALK RARY B 41 MO 552 5 4 0B VB 3, B
IEWEFRR R AR R . BRI, A EIER, X
B 5 B 44 i 52 3] 7™ B ) S B HLS AT U I
H,S ifisx S8 B 4T B,

CBS 1 CSE A7 7E T BB b 52 B gm
CBS/CSE il )2 S80S bR R i 2 kA4 A0 B
TN RERERS, [F]AF 3E00E B B R R B L IR R
BENIIER . HS ik GYY4137 1697 )5, ksl
SO, XYL H,S S b R R S5 o 4k A T
REFIRE B BBOR A ) 4 o R P, b4,
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H,S B8 B4 5 i A2 X BRURH RO K BV 1 i i %
AR TBO LA M i, 5 T T sl S BB 8 Hb R 4 56
R B,
3.7 HS5iRES

e =i rsp o = 1 L i 7 c SN N B ULE 7
FH, BARRBIRTT, BASKIERNERIEW.
AL PR 28 SE e B VR B K AR a3, FRAE
B Dhfe G A LA IR R K E AR . &
Y2 i SR 1L AE (hyperhomocystinemia, HHcy) 5 5
0 S8 S 1 b 1 MMP R 98RE 401 R 38 0 /s
R RIEDIR, SBUE/NEREEAL, H,S TIFEAIS 1
' I MMP-2 1 MMP-9 [k, It4h, 7 HHcy
NS R, Sen &5 PR ILR M T 0 A A1 B B
g3 -1 RIS 20 i 5 B 0 7 -1 Rk B DL B
0 MR E, N HLS JE bl %5 B G OK K 2 il
Wu £ P BFSCIE R, H,S i i B A BB S2E 41
H ROS A ST RIBRE IR R R 5 E 5N
H— PSS BN, H,S R 2 PRI 1 B i 4 K
B WE A 8 T 2K 11 Bax. caspase-3 fll cleaved-caspase
3MFRIE, MNP T E E Bel-2 (RIE, JFRERE
I ROS 7K, 8 35 BGEAS M 5 40475 K B 5
ity T)Re, o HyS AT RE i ik 10 i) 48 i 3 T A
ROS {55 % 518 I ok 2408 KBRS 14 1 a4

B 5 2 IR K R M B 2R &R . fEmIR
97 KB 5 5 BRIE R Y S B R, HLS il R i
NF-«B 3 % 85 [ 1 20 >k B AR/ BB AT A i ot ) R
2R AR RN BB R B B B IR AE AR,
H,S i nl il Pra . rdt B o8 T BT 2 SAE ok
Yok A B o PR B 1Y, FLE R PRI Na'/K-
ATP [l ()35 P 38 o &6 477 DR BRI ) vt &, AT
PR m R gl s B Rk, AR H,S 1
WA PR 2 SR AT 7t B AT B ) I PR A A
3.8 HS5%EAES

SERAURE 725 5 52 1) 9 RE A S8 ST B2
AEAEFEE, Fole gl rHERE, HErh
CBS (R E WD, KT H,S K FEC. 78 H,S
Hr R A IR, AR LPS AbF /N BEIR
FR/NERT CBS™ /NBR R, AT DA EE BRE T AR . K
TG FIRNENREI WS T . 4F GYY4137
M NaSH VYT 5, FTEmRksE. Rtz s,
SEES AR E B, HLS ] LLd i 4 ) NF-«B (1) 3 1 i
MAPK 8 % (1) B0 SR 9 42 52 LA 2R (1) R VK,
Y i 52 5E e ) SE M JE I Nef2 R AR IR
PrEEARE ST R AN . UL UOE, H,S Wl RE

Tt R AMPUEAAER, AR ARG D e i F 52 AL
ThRERERT i R 1 EEAEH BT

ERRTEANHLALEANRE. TEIE. £
JEAI SR B 4 CBS Al CSE fy&ik. fE1 5,
CBS #1 CSE 1ty _Fif 80 F FAER KA EH T %
PERCR B B IR . B A SS R B, TEAMZAH
2, GYY4137 Al NaHS fg 5 25 FEAK B 4 77 &l
OB AR A B ) B 48 DL R B RS B B
39 H,S5RBE%

i3S YNS = INIIE =P YN NIIE Sy F1T 5N
EAER N LRI B S s2 B L A AR R
WA Z . IR G E AR KBS, Hx)
MU IE R B K 52 o

1A% A& LA A B JONRE J A RFAIE R 4 B V95
H e Ja REWOE 7R N 22 M 28 11 40 Jf A AR TBOK
HEAMBHE T, EREESGRERN. ZHE IR
AN HEREE., T H,S % B AR E 1 5200 [ A 4
fEARIE . AWTTCRE, SNEYE HLS X R 5l
(5 Mk I B B R E BT R Y T g
REIR, SIERGAMEL, ZERAGFT T R R
H,S & &I B 4K, CRP. IL-6. T-AOC ¥ & T+,
I NaHS A7t A8 5L, W25 38 HoS 7ERefs Ja 7
i BT R A AR . et O hikiE, Ak
TR H,S X ™ 5495 K BR 1) i i e % B B A OR3P A
A i 45 7 NaHS F il K 3, SIgA /K -F F &,
CDS" &I M B, CD3". CD4" &I i 8 e
Trpaiefsidl, CD4'/CDS" Fi&. (H5 Fikgs it 4H
R, WAREL Y] H,S 20 H AT J5 1 ROE
O, RS RRIR, ANIE HLS S5 G T (1 4
SN E A P E . AR 45 18 7T g 5 S50 A 55 A
H,S R FHEKRER K, HEARNHIA Rt — P 5.
M2, HS HENRGEE . Kk RAERGRTT T
BT A B AR A]

3.10 HS5%EHRS%

H,S 7E R JE % 9% R 4 h I8 A 7 BB 1R AE
FH, BT LB 75 5 rb R 440 it R PR 7 4T R
T2 AR 98 B B0 98 TR ¥ ok R4 FL AR B 5 B N
H,S V77 (1 2REAE FH 58 2 N A 0%, Wik
WRTTR TR PEEm N R MAE. B, 52
TRRORT St AR 6 25 1,

PR I T 9 A — T2 1 9% 14 B g 1
. WEFL R, H,S A S- b P 2 - bk & R (S-
propargyl-cysteine, SPRC) g % [ IL-1B %5 S H A
8 AU 1 BG4 24 R i T 20 . MHTA R 8 M A
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JRIZRIE S IR 7= 4 LA S MMP-9 [ 3R RLvG
P 5 H4h, SPRC REWE FH W IL-1B /5 1) MH7A 4f
HE R AR 28, H SPRC (R /E I AT LAg H,S
A B 75 DL- B 3 H 22 (DL-propargylglycine,
PAG) il . f&NBFFRIEL B, SPRC BT B #1455
T AT T DT 28 KRR AR 2 R O 1Y 28 I P LR
BE, I BLIZ RN -5 i) O & ORAE 26

JCIILAE 2 i B AR AR T R R R, i LI
Jo R 22 IR P I T e e, FURRAIEAE T L LPS 7K
I, MERON N R ME. 7E N R R,
GYY4137 feis i LPS 75 S 1 K B ik 4 4 IR
F TNF-0. IL-1B. IL-6 (F) 724, FE40#| LPS i 5
1) RAW 264.7 il 20 g+ NF-xB [f135 4L, FRA% 5
SH—FANEEH / N EEH -2 MR LR /
WRYER AR 1,

SCRUE BN T B ATE ROREAE AR, AR 4 A
WERR TR, T AR, SOE LRI R
S5 1S E R MR VR . 18Ik SO 5] R E
FREME S — OB E ., [EEB AR L
Rl RIE TR AERE R, & SHREE
Ao TEUPIE 5 S R BN OK R R I, HLS
JERIE RAEASE I E AR, 4T NaHS 7]
DAFH 5 R AR, R AR P A, A PRI
AIE TR RS DA R 56 A i fro s i Y,

4 H,SHHXMHF

H,S RN T S )32 (A B 2R Rk T
BT HS GRS RBIRAMPIH K. BET, THLHS
BEARRR S A58 (NaHS) AR AL 5 (NayS) & H,S )
AT B w AR 7, B R, R AT R
R ] Re 2 SR S SR H) T LIRER A €,

AR H,S AR RZ B RO R e WKE
& B AR A MERAE. GYY4137 J2 Li 28 1 F 2008 4F
B AR () AR IR — A B R A . 5
ALY AR, GYY4137 B H,S 5 FF 2218 .
FRELIT K, E KW RS R T 45— A
WFERY, GYY4137T EHi 4. Pusm. FE. meE
¥ 5 &5 5 T 24 8o AR P E T, FW1256 2
GYY4137 (120, 5 GYY4137 ki tk, FW1256
YT E SR = T 100 £, AOAEE— D0 IR AL
&, SPRC & —Flpi Bl s fiT £ &9 ™, MY
AL REERHRE I HoS, i FLIE m DAY 5 7L
4 CSE s ™, BHESRIIPIA. BT
PR P, SG-1002 4 SulfaGENIX 4 & iF 7F

TR TEHUERA SRR G, = EE X0 )32
PIVRTT s BN ALAE FTIESE, SG-1002 1] A5 R FFAIK
ONERESETIAR, HEINE AR R, b 280 AEAE fa
WAL B, Bt O IEThRE, B OGRS ER .
Ak, BACHZ R AR ARG = R B T R IR & 2R 10
FA1E N AR H,ST

AE R P1 % 24 (nonsteroidal anti-inflammatory
drugs, NSAIDs) i) £ £ &I 4F Al 2 B I8 2 5E. H,S
HEARIE 5 NSAIDs & B — R PR R HoS 16 E
YL BRI N H A&, WS B w] VLR . 2
Wi AW SF O RRENTAEY), AR
U (R BEAR 2567 AR, T H RO HoS 380
/b7 NSAIDs 5| M EIEMH . ATB-346 & 4- $2 5L
AR i 5258 A& &2, it T i
PRRES, REAEK IR 2538 AR 1R yT I 8], R
KATRAE K Je s B I iE B 557 e A 23
ATB-340 2B H,S B wIULARATAED), (RS
Brb, AMUBEE ZAIH] COX-1 193G, 1 H o
T HBTRE TTAR B B . A1 B RS R
(] ATB 337 5 XU S BRAR L, 5 35 A 1 18
BHEME R, dE0E T PURAER,  H AR 40
Eozs U871, teabh, 1,2- “EARIR =005 2k
PR K4 ) ACS 14 1 /2 — FhoRE T H,S 1 B =] VL AR AT
AV, 45T ACS14 697 vl B E BRI K A &
ity = DR SR A B, LA S g A BA SRk U7
5 REKRE

H,S TEMLAA P K 15 1) AF 3 2% A P O 8 4 4 e,
LR 11 R T TR N T = K 5 B DR RS 7al
AL R E RS T 7 SHH . ZORERTY
MY 5k, 5@ KM 2 AR N HESh 15T
H,S VRIT i K, NIRIRIBITHi R THE & . 24
MIF e — N EIRB R, 7FEH AN 1%,
R BiFEME. JiE. L 5 TEMBusE gy
AR ELAE A B R H,S Z9WIHFEAR /N Bk,
g R S A BRI . H,S VRIT R AR, HHE
PER AT IR FEAN BB BIRG i ]« P, JLARRBE
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