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S-aspirin AEAE I IILA4 Z 1 M AIREAR 6-TW HiT 51
JRZ A | AT 2 28] [ AR O BRUAAR I it A 3K Rt
RIER . J35b, S-aspirin 78 F Ak J5 5 A6
B —sE WAE N, B R8I i e JE A DEH K (glutathi-
one, GSH) [T 18 35 /1l 1M 21 2% Jin 4601 ( Heme oxy-
genase-1,HO-1) J& 8l 7 #Y 15 P | AKX 8-S HiT 41 I 3%
PRI 7K S-Sk X470 SR AR T 52 7 2R A, AT %o 5 M 3
B B PE N . BRI A e R, GSH #EXT
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SN GSH AYALH nT B W i GSH AR 1A~ bk
RN & i, JF HAHIGE U2 i GSH B 1Y +-GT i,
{H 2, S-aspirin JFANKE I GSH 1 55—l {7 {4 i [7] 2
b 2R AE K BB RN 28 B A Y e I
FRYLJ7 M, S-aspirin BEMEXTHL R B GSH T RIS
O M R BE R AS . GSH WY F R & R B0l s &
T LA N B & 3 D RE D8R | fn RO JE Bk il
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oM, JF H B 88 M W #E o A kW Mg
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It HRetE 3 m N K AL N COMP 1Y 5 &, X Fh
AT LA FUAE A (PKA) B0 H I G(PKG) AYBH
WA BELIT AR AR X A T AT AR ACS6 75 LR
W38 2 A AiE ( Acute respiratory distress syndrome,
ARDS) AT LU B PR 4E 220 A6 0 8 1L K
U SE  th A B ACS6 REAE I T il 2 19 0 LG
(BSO) iR, TEX BB AT AR R 2 ZUY
WFFE R SE, ACS6 T LA S MY # 2 — 5 B ( Phos-
phodiesterase type 5,PDES) i & & F [%, 1fii PDES &g
AN NO/cGMP 38 5 i 15 T 4 A F- 36 LA ot A1 9]
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B IHTT R DI RERERT (ED) M2y, - HL i T
HAE VOISR AR E I T 5 BR A AL, [R) I X T
A 2P 0 255 AR AR A IR iR T
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K2 O N 421, PR 2, &
TR A o BRURR AT B A 24 D 1 R BRURR I 255 B AIE
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FR T A A 22 I ST AR PP R AE T SR ACS84 fiE
B ] B iz %2 AL Ti-B ( Monoamine oxidase B, MAO-
B) R EIPLA AR VE T, [R5 B0 1 42 2 7 (i
FAWIEH 7 H A 26 T AHER AR 125 1) AR T
IR AIMER  (HJE ACS84 A Us /> 41 g v 34 4R AL i
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Jo A R T, & B ACS84 RS 14 i P 4 e H
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L AP BURRBAE T i B R A TR BT i
PR PRy 2R DO E S ak (2R S e (Y
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