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Protective Effects of Volatile Anesthetics on Organ Ischemia-
Reperfusion Injury
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[ ABSTRACT ] Volatile anesthetics are widely used in general anesthesia because of their
favorable properties,such as safety,reliability, stability and easily controllable. Recent studies
have revealed that volatile anesthetics have protective effects on a variety of organs such as
brain, heart, liver, kidney after ischemia/reperfusion at molecular and cellular levels by reducing
cell damages and infarction area. In this review,we summarize the protective effects of volatile
anesthetics on the organs and discuss the mechanisms of the protective action. Volatile anesthetic
can play protective roles by activating ion channels, inhibiting cell apoptosis,regulating genes,
reducing the free radicals. This article lays a theoretical foundation for the reasonable application
of anesthetics during operations and reducing ischemia reperfusion injury.
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1 NHEHERERNIER

R e L PR T R P R R 8 R G ) e
AV 0 AP I P 24 A A v e A U S B ER A 4
W o BRI — A2 B ) 5 PR, 02 R I N E 5 Bl A R
NP B PR, Ay Pk 2 B PR B it I, Mk 4 2
e ek AE I, PR AT BRI R A
JRR B 22500 Jmp kb e 3k | 4 i ™ i ke ol 38 B A 2 Y
PRI VE R, T LA 0t P8 T T I 2 2 A 45 47
1.1 X 2 RGN IR E -
L1 g 2L

i ke IO P TR 3 A A %o i 2 2 g 40 A ™ B, il
A I S7 o0 U B ik 2 ZE A R R I I S A B A R
Wang 5 AR/ U Sl 40 i 8RB -E s
(sevoflurane) T4 P J5 i i 28 T0 32 40145054, ke I -F-BE
TR 2 DY REAK S TR B0 . Kehl % BLIML A
257 15 min L HUBE AL PR, A Bl F 2 )5 09 5 X ph 2
IREmAE
11.2 st

Jiq ke 1y BT 35 1 A0 2 A T DNA SR 5 O
JoT A T 51 kS A A A 43, T AR B AR Ak I S | R R
i M AT T WS R IO, WA JRR 24 ] o R
B 8 o A S I T AR AT (A R SR
(halothane) F A7 B 28 20 it B 1 , I H — 26 505 14 1 9=
I , QB ZR 2 15 R (Alzheimer’s disease, AD), 4L il
J#% (Huntington’s disease, HD) X} 55 % 1% 4 Jifd 75 14 1R
J&, T BE-5 FRULE IS PN T B 2 UL (inositol 1,4,
5-triphosphate, IP3) A, B 445 8 # A 7, 42
IR R G R TR IR S R BR S L AR AR
2l
1.1.3 HAth

W2 A JRR I 245 38 AT LAl /)N fii 458 5 1) 3 BT o5 4 I
JE R T RE AN T R B (A BRI 2 AR
AR, ol Li 58 RIS TR A /MR- b ),
BT T I P B T A AR RS L A e
A5 3K AT BE 5 A A B O A O, RO R4 L
FEI A BRI 2 BT
1.2 W AJRREE2G %) s Al 28 R Ge R4 B AL I
1.2.1 PI3K-pAKT-pCREB i %

A xenon) FRIEEA 175 T G | 103 2 )24 FR0E
SRR AL, TR T AR B 0T, R AR KA
FH i SEAE R AT R RIOCR 11 A, el R

FHBCE BTz, W W9 N UG . Luo 8 Nk
B, R EARBRA LR ER, I BRCR S T
FBE, P 2 A L 0.3 S AR 6 A 20Hk BE (minimum
alveolar concentration, MAC) #l 0.4 MAC 1R & W A B
A DL 5 S AR ROCR, HAE I PL R 5 22 55 PI3K-pAKT-
pCREB i {45 5% .

W AR AR JRUGE L 1T LA LR B8 1R 16 28 i 17
PR 2 7 )Y 51 454 25 11 (cAMP-response element binding
protein, pCREB) I8 % 14 £, {K #i T PI3K 15 5 i %,
HAHLH T GE 2 A BRI 25 300 1 PI3K, PI3K ##
6 J5 7R BB b AR 55 A7 fff PIP3,PIP3 5 40 il N 7%
A PH &5 380155 A, A B (AKT) 454, il
AKT ik, ik il 2 i fff CREB BERR 1L, i FHT
AR TR
1.2.2 i 4 2 366 Joe 4 20 1 R T

2 % 2 (glutamic acid) & H AKXl 28 2R 45 32 1 2%
oy P 22 3 SO, I R A B R It N, A TR AE R i A R
£, 2 N- 2 -D- K4 %2R (N-methyl-D-aspartic
acid, NMDA) Z & 5]if Ca® Wi, /=4 Ca® M F 4
LV E RN MAET- . Westphalen 25 A & Bl 5 ¢ 7T L
PN THIA Z R 1 RETBOR BB | G2 1l S [|) ATP VA AE
edr B TS DREFAN ML 25 R A AR B[R] B3 AT
LA 2 fil () Ca™ 38 38, 9 42 440 L o) i 9 0 3 3 o 14
Ca™ , Wi/b 2 AL & S B s e s

Y- % # 7’2 (y-aminobutyric acid, GABA) 2 fi%i
DAY S ) A ) e T, EL AT S Ml J A R T AT e 5
L 0 G AN A = R T N (A1 DR A S &=
FEAE AL 5 il J5 pb 22 o0 Ak T OR3P M I RLR S, I 7T
3 Aok 5 S A o 92 A R R R TS, AT 2 1 X
MZITCIIET, P AR 1 P X4 . 59U
(isoflurane) 1] 1% GABA Z{&, 7 GABA & M
BRBRI LA TE

{H 2 Dong 5¢ NN R b e NMDA B9 N4
VR, HoAE— s e B T B P S R e 28 B i 50 i
A BE 5 S JUbE 1Y Wk B A G, TR — i Wk RS L PN AT DR
BN AEH
1.2.3 375 i a7

AL A S R o Ik i AL R 22— e it X
Z W 5- Rk P EREAKEBE T, mEE
St X 00 TG AR Ak, i 9 K B -L RUBE AE IE A DL XS 2%
o PR 2 TR AN 22 1 e JC B SR ) {ELAE RO 50, U
] A A0 AR D A PR A SR RN 22 B I i T v iR . 9
TR - M R K R R GEG 0 il g S e
i P9 ' 2R PR M A R R R 0 =, T AR GE R
LA, T 2 455 i R S A P R I R TN PR B S PR A



EERE T AR
201342 A

WEH g R

Acta Neuropharmacologica

Vol. 3 No. 1
Feb. 2013

VR, Vel A M 2H 2 e i 61
1.2.4  pdflphze g a T

Wang %6 N & B, 25 T 4 i A5 98 15 25 11 3% Bl
(extracellular regulated protein kinases, MEK-ERK1/2)
AR U0126 J5 , RIS 52 AT 3~ LA 3.0 MAC L9k,
M AR VR SR a7 e AR R AT
AE-5 0% MEK-ERK1/2 il #4 5% . MEK-ERK1/2 i #%
P0G AT LA 22 A2 K R (nerve growth factor, NGF)
I 5 P25 °E 7 I (brain-derived neurotrophic
factor, BDNF) 3 i #1284 < A2 44, i B B AN M 22 5 P
ARV, TRD K ol 2 ol 28 200 B 1 0 1, i 00 B P
1.2.5  FEPIEE

Bedirli 5 AH ORI vh 3l kbE 2R, G B as T
FE AL 2 I, A 20 B T SR DR R R BE R (tumor
necrosis factor, TNF) il Tnfrsf10b 1 #3552 F] 1T 1M,
177 4 200 Ji 98 T AL B 41 Jif itk I %88 (B cell lymphoma,
Bcl-2), Bel-2-L-2 1 Prok2 #ik Fi#' ™, Bel-2 FIE1E
P8 T2 R AR L Bel-2 % 8 T2 % [ B (caspase)
A 2 C (cyto-C) BTN 1= F T~ =3k (1) R4
il p 2 JC A LA T, W e A

Cao 55 A0 7 5% T 57 9U0e K Bl B35 28 28 4 i i
7 microRNA Ji [ 73 #r, & Bl microRNA-203 1E i £
0 s 235, 0B S U 1 DR 3 VE T 55 9% RNA A K
microRNA-203 [ ixf Ik 4 (5 1 Ff 28 4 i X 40 < A %
WHR 5 B 27, d g = 7 2R 13 B (protein kinase B,
PKB) #ik. StHUbeiE T Fif microRNA-203 ik, 1
I AKT SRR (A T, 7 kR B

2 FOBEMIER

W JRR B 245 %00 JUE 1 £ 4 4 P 2 R B A 1T AT
37 2 Dk Ot 1L T S O JULUR T L0 UL B B A0
1986 4 Murry %5 B 5c & BTl R 1 e ai 7504 1 i) 00 JUE
PR R R s A2 e 8 e i, o] P S B i 5K B [ e o,
P S5 0 WU 93 , 5 FLA 2 H O BECRA BAT 2
7z AR SCIR S ST, WA BRI 24 A
ROV R, A3 T 5 Bt 754 FAR ] Y R
FYER.
2.1 ¥R AER R VE R
2.1.1 /N0 UEAE AY T FHR

Redel %5 A\ BH W/ B 225684k Bk 45 min, FFACET
HETT 180 min, 7E BRI -FH#E T Z AT 1.0 MAC R
Hb 98 %% (desflurane) . L 98 % 22 Fil 4b B 15 min, %%
R 5 B 4l e ot PR R LL , SR8 0B JRURE 43 ] A
BE 16 FRGE /N 43.0% F 23.8%, 5 9% 45 /N AN BB, 24
%57 30 min 5 FUbE AL B, A5 AE TH AR 46 /)N 19.9%

TIE B 218 TR A JRR e 2 190 Ak B AT DL AT 2550 b ik 6 e I
FRE T P 5. [RI B A2 R AR VR B R SE T 3 3K
16 Y 5 min Bl I AT 5 min P VE 69 Bl i AL 2R 25
TR 73O VR B3 TR 1) 440 /N 3 R AR [, W A JRR T
24 R 8 ) ol I A B 0 ) A AR B A U B
I P 3 A B LA B AL S 45 2R - Lee 55 ATE
VEVEW A 0.5 MAC L G BE ¥ 1 15 min J5, 5 Bk
JIRFE 29 etk 20 Bk BT 30 min, F3 7 60 min, 45
R OR AR A N T 33.3% 0 BRR R I, A
JBR T 24 77 AE ) DR AP R 55 P 310 R0 A 1% A OG, Li 5§
AR 4 BL(3~4 F %) A1 AR BL(20~24 J1 %) 43 51 it
PL 1 MAC £ i BE 5 min, 88 J5 Z2 768 4R 3 Bk 117 [ 32 BHL
Wr 30 min, JFHCFEHE T 120 min, 25 5 58 - ke Al LU
A AR Sy B A B8 T AR, (R A R R
551700, Chiari 45 A\ & PR32 53 55068 A BR AR MERE /N R,
HEAE LB AT /0 s Kitano %6 A £ a1 k5T R 3,
S Bt T4k B A A 0N BRCAT AR B LR A R Tk
PN BBEAS 28, B 78 I A BRI 26 6 O U ) 47 12
T g S A A 52 S [ S 38 14 JRR e 24 o ik
24 U4k B () 45 A5 AN [R], EU AT DA A 2 T AUJRR
2 ] LUAT 048 /N O LR BE T FH
2.1.2 T e Kot U Pk A2

L L (myocardial stunning) 2 B 1L P98 73 35145
MRIEAXZ —, IO IR T, H 2 AT I0 )
AEMRAS (nonfunction state), UMEAL A (cardiopulmonary
bypass, CPB) 2.0 JIEAMRE T v 8 —Fifr, i 5 e i
FERETE, B O WU . Lia 28 AR JH CPB f i #d ,
PERTZA T 1%~1.5% 15T 3L, 45 5 2% BH DX 5 Jk LB
7| B 1) 70 %5 N R 728 Ak B R 2R (dp/dit,y,,) TS 00 B IR 4
J (left ventricular systolic pressure, LVSP) [ F [ L M A2
> % 7 5K W1 K JE (left ventricular end-diastolic pressure,
LVEDP) 44 &5 1§ PR 5 2 1 K F . Yao 25 Al 1
e T/ 5 min 1.0 MAC -E U, 85 BRI 40 min,
PR 120 min, 73 2 2SR 4518, LVSP T B A LVEDP
THE ISR B e
2.1.3 B WILAN A A

Yao %5 A /N T 15 min (19 1.0 MAC -t il 1
Ab PR, SR J5 HEAT 30 min R MR PR, 5 OREEZ LR A
A & IO LT REAT B I 5, ik O LA B TR FR AR /NS
P R 00 PR 3 T B0 LR I =08 (lactate dehydrogenase,
LDH). Il % #% & .0 #Y [§] T Ji (creatine kinase-MB
isoenzyme, CK-MB). 145 2 [ I (troponin 1, Tnl) F i 2
FWL O LA TE TR e A7 A e,
2.1.4  BEAGOHR MR A%

i P A B RO A B 1 [ B A 4 S B A
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g . Riha 8 A4 45 T AEE /N B 12 min 0.5 A1 1.0
MAC 5 3bE, S8 5 SR P b 3, R L= B0 3)
i RN Bk A R R, 9T H 1.0 MAC S JUbE R
U o Ut B SRS 245 0] LU SRR AR O R AR
VB FR BB A0 AR DG , e JEE g , AR R

2.1.5 DRI TSR T KRR 24

Asgeri 5 N\ & IUAEAR[A] A9 5209 55140 T, WA JRR T
A LI REFR AR WO HE L& . dp/dt,,, 5B EL T L
PRA B Sk = 10 Bk PR I 4L, I S 45 2 P % et /N T
FRIKORR 4L, 7E Conzen %8 A 5256 rp .75 31 2500
S5, 38 1 0 Fe A 5 L UGS R 5 PN Y T T KORR T o
AMEERE KSR 52, 245 R PR-C e 4O D Re ik A2
PE T IIABR AL, Horp Tl & BB Z R T AIAm4 .
2.2 MR ARRIERZGORArC M AL
2.2.1 BTG Kpp iHIH

K xrp 3 38 A7 7 F0 IURD 560K M55, 76 OR300 JUL Bk
I FFE A P A A o Ko 380 18 0 47 55 30
AV LA A5 2 B T, il 555 RS 1) 2 A A, DT BRI FL . 1T 9
WIE Ca®™ N AHFSETA], B Na'™-Ca®™ 5846, a4
HLPY Ca® #5955 — Z2 91 JBUJoE JSE WA JRR I 24 AT
DL 3 32 R K AR 515 S s o 8 i,
A 28 )0 U Sk ot Ak B S0, [ AR BE AR ATP X
K e 3 B30 RIFE T, Yao 33 5256 TE B T AR
P20 P OS Koyp 18, K ypp 1838 FF A Bl T 76 Bk 1 1)
V1) 2 A A D5 o AR FEURTT B MR A AT R R ., P
WRAE A RO e R A R BRI AL A B
FEVE Kypp 18 18 BEL T ) B5F, WR BRI 245 19 0 JOE DR 4P
S8 MEW] K T3 A0 2 T B 2 —
2.2.2 S HE AW C (protein kinase C,PKC)

Lang % A\ k3, 45 T PKC #1751 i 5 Fa ot T3 ek
PN BB AT 32 20 AH IO WE PR3 1 TE BH A JRR e
250 R AR 4P F 5 PKC A 6, JEHL T 7T B 2 1%
AREEZ] 3006 T PKC A 5 19 40 M {5 5 5% S0 i, {2
HE g TR LB A L A5 R — % R L EE (inositol 1,4,
5-triphosphate, IP3) F1 1y — i§ (diacylglycerol, DG),
PEHEANAE PN Ca®* RRIL, B I AN Ca® 3k, A7 55
PR LA

Endo %5 A\ F| ] ALDH2 J& A i bk /N BUIE B ALDH2
Fi ot 2 2 R Qe PR R AR SRR LS SR RS T
ALDH2 1l 58 () /)y BUAE 57 8Ue T Ak 3RS AT ik I
TVE 2o AR R AR AR AR I B A BRI 25 1 0 JUE A
YEHIS ALDH2 45 3¢, AR LT T B J2 W A PRI 25 3
% PKC,PKC {2 #f T ALDH2 [ #f2 1k , T ALDH2 3%
PR3 e (0 LA B O T us /b ) A £ A R T 3l oK A
7R NO, 450 LA 2 B R .

223 R Ca” HHK

Ca™ #2% (calcium overload) J& 45 4% Ff 5K 5 | 2 1Y
20 L PN A e SR Y G 22 O O i 4 R 0 s A e A
AR A B G . Ca™ R 2 5 ol i P08 4054 AR KOG
5 I 200 PR PN ATP % il /b, A 58 0% M PR AT 3 s 4 i
P Na® Fr i sy PR 0 IR R I P 40 287 3RS 4 1
B IR AL, 0 PN R Na™ BRIETE B8R 5 b, 8
0 Na'-Ca™ S840 25 11, LA Na® [0 4l ff b5 iz, [+
PR R Ca™ 6 A, 3 A0 i N Ca™ 4. 4
JLP Ca® 338 2 fifi (LK X S R AT AR RE K i ATP, [R] B,
LRRIR NI Ca™ 5 ST BERRAR I 16 & 4 SN T R RS
TGRS BERR AL , 1 58 1 AL 5, ATP A= B
o CHBEAIE AN A S BT

Zaugg 55 N3 1ok SR SE 1 S5 g8 Al RUE T LA
Ul U IR SR AT Ca®" I, FRAR AR N Ca® VR BE 03
BT Ca MBIE YO NAniE. R, AR ERZ
AN Ca™ JEIE , L] Na'-Ca®™ 284, {2 3E Na™ 1)
HEH  FRARLAT ] Ca™ TR AR Ca™ B T B
W2 Hh WA R B 2453038 3 T Ky 1818 AT PKC, 98070
AL Ca® RE, ;7 A D EAR P
2.2.4 feit—A LR (NO) KR

W D1 BRZS T 5 b LA L, NO A . 1
Z AEW S e O WU VE TS NO W 2 HHOC R,
I H NO 1y 2 72 1 4 J B — %6 {k & & 1 (endothelial
NO synthase, eNOS) 8 i 7 A= 1, AR 2 A — 4
b & 4 18 (inducible NO synthase,iNOS) "¢/, it 7] L
15t S GBS 80 JIE R AP 1 T BIL A 2 s TR — i TR BE 1Y
S e Z 5, eNOS B L A2 #E 1 NO By R ik, £ 3
1k Bf #% #F — # 2 (cyclic Adenosine monophosphate,
CAMP) ¥ 1 B AIC, #E S0 LU/, A0 T P Ca 5 kU
Ao NO I A] 5 e R 3l ik A& 9 5K, 900 1/ A &b
BAE T L7 PN B, PRI I A 0 S M , i 2 e 1f 2 20 A 2
I8, 20 TE 6 T BEE T
2.2.5 PURAERL

Qiao &5 A3 o Lk #it DA W A R I 24 T s O
R %€ I F -a (tumor necrosis factor a, TNF-a), [ 41
# -1B (interleukin 18 ,1L-1pB), K4 % R & M1 /K it it -3
(cysteinyl aspartate specific proteinase,caspase-3) fJ 5%
ik DA K VA% 4 Il F « B-DNA (nuclear factor kappa B,
NF-wB) il 7] (4 16 1, 30 W A JRR 5 245 1 00 JUE £ 47
Y FAHLE AT G A 35 02 U TNF-o . TL-1B 4 B A A0 il
NF-«B ?ﬁ,@uwo

TNF-o 5028 P Bz L T F 40 657 I, 458 493 10 A8 &b ik
JR A AR T 0 TL-18 2 5 4 4R B 3R K i
caspase-3 & 41 A 3 T2 3 B Hp i T B A9 2K BT V) i RN
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200 L 27 A BT S 2 B O o TR RR T 24 RE A LY
5 LA B TUR Py o B3 A, ool /D A 0 3, PR 00 I 48 DA K
LA NF-kB J& —F 2 ] M 58 0 5% s A 7, AT LA
B si WG A RE AT G I A0 M 3 PR 40 TL-1 . IL-6.
TNF-o SEHE RN, HR R 7 W) £ 25 5 i ) 2% F R
i SN, Foe 225 T B AN MO0 477 o W N SRR IR 247 3 ok ik 2
FEIR At A A DR 2Rk, DA 98 R L %) ke I -
TR 5 R 0 S S, B F AP0 LA I B E . Yu
% IR-E SUbE i 1 (A% IL-6 . IL-8 F1 TNF-a 7KF, >
AN NIRIE LA B o I A 4495 , 395 5o FUE A 2 1 '
22,6 ZRLARHLE

Pravdic &5 & 305 5U6E AT LAGE 2O UL AR F5E i 57
FMAL TGP ARBE 5T pH REAIK . R HL A AR Ak mT R
LR RIAR P Ca® BRI, IR LRI IA Ca™ HEZR, M2
PRSI O NI REMK & o Pravdic A A X Fp i B A7 28 1L 5
ATP 5 IS 24 ¢, 5 Ky IETCK , K B ARRBE
2yt R OR3P VE R Z R LR L FVE T . S dsle il
A USR] LAV A 590 T (complex 1) ARG A I 4%
ATV /0 36 PR AR 7= A . ROk R L 5 pHL RAARR RN 2
S A YD SR P T U D R AR T 247 o R R A ) i
Bl 2 —2

AW TR B I BRI 24 AT LA 3E o B IR 4G N- &
Jit %5 M H% (O-linked-N-acetylglucosamine , O-GlcNAc)
el 2 1A 375 1 e At L 1 SR 0 1 B o PR O B
B L 200 i N 35 385 e R A7 | 28 (AR JEE A 61, I 440 e 1) 5
B AR T
2.2.7 W A HER A

H H1 5 (free radical) J2& F-E T B 5160 WLAR M 35t
P BB R 2 — o P T ) [R) 2 2 R AR A AL
IOL, S T P P R 4 R RE A S RS, 7 AR R A
e FROMIEI 4 % (respiratory burst) Bi 484 & (oxygen
burst), P HGAH LML, BFFEUESS , WA RREE 24 T B i
8/ JUE PR 00 0% 1 R A S A2 v P e A
Mo 45 7= AR A AR H R 3, R AT LU OH B i 384
F VB T PR 200 i T 6 K R 8 B RS B DA B0 LR 1 5
P& R e 0 P S O LR BT, D0 38, BRI L
FA)AEHE s 97 R bR L8, RRAPRSRE Ik BEL 7, 388 i e Bk i £ o

3 RIPFTREIER

Schwer 5 A & BL-E JJe T LA A0 T pA) g % 44, 2
FFFLh AR FoAb BT S B R BRI PR Y e 3
JFER L R A/ 2 AR AR v, S e L SRUE AL AU 24
FE D 7200 gk PR 9 R R/ A ARG . Nagano
S5 o T 2 T RR T 24 AL B AT L 3 R LA
SEURE S IS R T I D B R A AT PR A

T JHF S5 0P8 3 ) A 44 A I 4 i A
vV R Sy W S N EE R W S EE R S Y S = e ST
P 2R A0 B, 5 IS A L g T JH B a4 R b
TRBE G L IFHE Ca® R AR AR SR AL , 1T BRI 306 1k AR I
Z N UK AR, 5 DR 3 o WA RR
2 AT L 3 400 ) 5 240 e R PR A A S 0
Fey A AP T RIS AT DA Pk 20 i
REBRE , 57 Lb PR AR 42 72 A 1 1l 3,

R A I P I, AR R R R AR S R EOR
AT . Ko Sl SR ESE , 457/ U b Fildh
B, 98 0E 5 28U B 24 I (aspartate aminotransferase,
AST) FI4 TN 24 liF (alanine aminotransferase, ALT) 7K F-
FHE R, INRIRNPLIE TN F Bel-2 /K-
b T AR T A R R R

KT W AR 245 JHE I PR AP i SCRR A /D, X AT g
BRI 24355 22 AR, 3mSR £ 41, A T A 0

4 RIFERER

JR R 24 1) 28 I A 2 5 25 22 R HE B AR A1, A
HIAG AR 2 418 4 A RR B 24 23 3 i 0 5, o i
201 Ja R R A JRR I 24 2 T A R AR AR I TS HIL 98 S
¥, R B o g R I v B /NVE IR SE , 1 )
A E . BUAE IR PR & A £ JU6E . 5 JRU6E L i 3R 55 R
T2, AR 7 A AR B 3, 9 e BRI R 2 1 L
A R

TEH M & WAL A el ATP #8303 10 B 38K
BT RY rh S U0 BB T e T A R T SR
) HbL o TG S04 18 B B 2, o TG B 8 R VR L 9
H 5 e i O3 VR T S5 LA SR AE I I M 40 R
R 0 oy B ML R A 2 5 TG %, B X A FH T B 4
I B AP

Kim %5 & B 5 5% 70 A B0 19 R E & A2 R IR,
B /INE IRBEAE DA B 22 M o X5 BRI 24 AT LA
se S A I P K fiE L Y 0 5t JE 4 2 (acylsphingosine) 1Y
MR S TR B A B — P 5 Z AR R R
A RME 5531, AT LAV AR AR DU 8 TR 25 175
(R R

Lee 55 MF 90 25 5 3 B - Sl be T b 38T LN 2 5
TR D 8 8 450 40, ELAARHIL T 2 B AR A2 22 JE Al -7 NF-x B
FAP-1, #1% ERK FF b I #44K 52 8 1 70 (heat shock
protein 70, HSP-70) [ 3235 , 314 55 41 Ji X 408 3 1 1 52 A
JE , 4540 M ) 1 AR g

5 {RIPFEIRINEE
XFF & il 451 45 (acute lung injury, ALT) Fl & {4
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W 5 38 25 A 1iF (acute respiratory distress syndrome,
ARDS) W A BREF 245 AT — 2 R4 VE .

SVPE I O R R A R EL A A B R S
It o b Bz 240 L N T A LA PN R A R A, e R T
Jits PE] J5T K M 9 7K Mo, g 2% S BUS AR S M R I T BE A
o DA Rl /b it T 7 44 e A1 3 </ ot g b 48] 2k
] SRy R AR BRI i R b 3R B SRy 2R A7 PR AR A I i
WP 38, Bl iR s R 2 B R HE Y — M08 th M
g, HOR R B B R FE £k <200) B FR R 2 kR
WA ZE AL, BRI R . Faller, Mu #l Li % B
SRt TOUAL FRRT DA ek 20 2 e M 48 43 e R B4 A 0l
REAT A ALK, il 2L i 350 i 2 2k R S A PR 7K F- , TNF
IL-1B 1 IL-6 55 48 4iE [ () Rk o 14, i 2] R 47 0
W I REAE -

Li %R B-L R H INOS 235, i NO A ik
W/, IR B NO BB Ak R e, &
Az il i 32 5 TN T TL- 1@ 410 i 36 Kz 2 it 5
T A XL T TNF 276 NO /v B R R
24 NO Y 4= B2 6 B, TNF 5158 i 4 o 5y 2 A
o7 AZ EPI ], B A s BOAS A iR . L oRbEAS Bt mT
L) 535 i 350 4 i 4 e AT B8 s, e B i 3 O 4 1

Mu ZUE 45 F 0.5 MAC S5 Fbe BiAb BE 5, 7T LA
Y 4% H1 N 2 % (endotoxin) S ECAY 2P 45,
T AR RIS B VR B S AR e S P A A
AL A5 D6 T AR AL IS . A BEE PEdE =
ZJa, BRZ A 454 T, R AR R S PR 2ok A e
Ry B AR SIS F W BT, D R A A o

Faller 55 A\ & B A E BRI 24 5 Ut 7T LA 7 1k B
WE XU A B A FAE R W ARORE SO IR P E T S
AKT @A %R AKT 5538 3% 7T LA > £ Fl 4
LR T, 3 AT DA 9 PRV T, A48 Il PR AP A H

6 HiESRZ

L5 LIk, WA RR 2 i PR3P VR 2 2R B AE
RRA 22 2 GE R, 8 T T JEE 5O R — 5 R JEE |
A PRIPAE T WA BRI 24 5 5 BT 200 e g 41 ol
P22 SRR i IR 42 /b Ca™ 4R HE AT SR
S5 Z R HIL ] e #E BO BR I PR RE TE O T o 0 T AURR
P21 1) 8 DR A B a2 — B9
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Rap AR 8 7 a0 ML P U 40 0 ) S, I EL BRI 25 A B 5t
ST AR 25, BEARIE T /B O, X7 Ik T & B
it

BUAE R0 B T2 300 15 B A0 S 06 2 AN S MRS Y [y
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