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# OE: BM T 3S,3°S TR (38,3 S-astaxanthin, 3S,3°S-AST)X U LS I FE7E 1453403 B A 34 P %
HHLH. 5% HUSPF 9% ICR HEPE/INEL 40 K, BENLA N 4 20, 20 10 K, 535 BT AR 2H (Sham) . LUk
M T3 1 4H (reperfusion injury, I/R)., UL I FREVE 25 T UF 5 HZH(/R+AST) . R EH(AST)., /NEULIEZR
SEER BN KSR 2 45%L 30 min J&, FEHENE 7 do qRT-PCR A0 ILEE A AR A5 TGE-B1. Col 1 (Collegen 1)
M Col I (Collegen II)AY mRNA FKikJK V-, & [ BT B3 ¥ (western-blot) £ .0 JLE 44 . 4 T |
NKA/Src/Erk1/2/ROS {55 IR EE A KA T Col I, Col 11T, Bel-2., Bax. p-Src/c-Src Fl p-Erk1/2/Erk1/2 i35
BRI, 38 A 3R AR N BT A0 LR A% B EAR b iR ) FLER I S B (lactate dehydrogenase, LDH),
% (malondialdehyde, MDA) . £+ Bt H ik id % b %) [ (glutathione peroxidase, GSH-PX) 1 UL R #4 i [7] 1. i
(creatinine kinase, CK-MB)f& 4, i ELISA 355 & kil o UL 28 b 8 R+ 1L-6, IL-18 & TNF-a /K,
SRR DU PR NP, O RS SR AL LA M A T I S, A D T AT
3S,3’S-AST RE i Ik TGF-A1. Col I Col Il mRNA 7KF-(P < 0.05, P < 0.001), [41% Col 1. Col Il Bax &
FIFRIB I Bel-2 RIEH R(P < 0.05, P<0.001), #Iil Src F1 Erk1/2 {H1L(P < 0.05), Wb O ILEF4EL AL L
HMMPHT . G5 3S,3°S-AST i@ NKA/Src/Erk1/2/ROS ¥ HIEREK, 77 R B A AL B 24, AT D 2
i 48P IO AR S B0 20 ML R T L ILEF A Ak, o VR GO ILEE A .
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Effect of 3S,3’S-astaxanthin on myocardial ischemia-reperfusion
injury in mice
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ABSTRACT: Objective To investigate the protective effect of 3S,3’S-astaxanthin on myocardial

ischemia-reperfusion injury and its mechanism. Methods Forty SPF ICR male mice were randomly divided into 4

groups (10 in each group): Sham group (Sham), I/R group (I/R), I/R group with astaxanthin (I/R+AST) and
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astaxanthin group (AST). The mouse heart was ligated by left anterior descending coronary artery 30 min, then gave
reperfusion for 7 days. The mRNA expression levels of TGF-f1, Col I (Collegen I) and Col III (Collegen III) were
detected by qRT-PCR, the levels of myocardial remodeling, apoptosis, NKA/Src/Erk1/2/ROS signal amplification
loop-related proteins Col I, Col 111, Bel-2, Bax, p-Src/c-Src and p-Erk1/2/Erk1/2 were detected by western-blot, the
markers of oxidative stress lactate dehydrogenase (LDH), malondialdehyde (MDA), glutathione peroxidase
(GSH-PX) and creatinine kinase (CK-MB) were detected by corresponding kit, and the levels of inflammatory
cytokines in myocardium IL-6, IL-15 and TNF-a were detected by ELISA kit. Results In myocardial ischemia
reperfusion mice, the collagen content and apoptosis of myocardial cells were significantly increased, and cardiac
remodeling occurred. Oral administration of AST could significantly reduce the TGF-f1, Col I, and Col III mRNA
expression (P<0.05, P<0.001), reduce the Col I, Col III, and Bax proteins expression and promote Bcl-2 protein
expression (P<0.05, P<0.001), inhibit Src and Erk1/2 activation (P<0.05), reduce myocardial fibrosis and myocardial
cell apoptosis. Conclusion 3S,3’S-AST can inhibit the NKA/Src/Erk1/2/ROS amplification circuit, exert
anti-oxidative and anti-inflammatory effects, reduce cell apoptosis and myocardial fibrosis induced by oxidative
stress injury, and improve I/R myocardial remodeling.

KEY WORDS: 3S,3’S-astaxanthin; myocardial ischemia-reperfusion injury; myocardial remodeling; oxidative

stress; apoptosis; inflammation
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2 M0 U SE (acute myocardial infarction, AMI)J& 3))
ik S A B A e 4 DL AE T R R 2 R T A
AR B Ik 22 SR P 2E, 45 5 T B0 P 2E B A A O UL HE R
BB, B AT 32 LUK S R B0 ki R D bR
WEIRYT il SR, AR FRRETEN TR OISV
FVE TR R DA SR A B AT B e Al ™ 4 2 G
B, ABZIRYT kA U AR A & A A A RO FE
Fa Sk e PR 45, BICs UL GH if P59 1 (myocardial ischemia
-reperfusion injury, VRS, X Atifids 4%, hZEFh
MU SERIVER, F 23RN 16 2 A (reactive oxygen species,
ROSHEZ . RS . JEFiid il . F5ma. O
T, DAL LG HUIE R T DL B4 23058 %W, ROS
1 BE AR B & A AL RO e EoR R R 2 UL i
H) ROS 2xFBGEEY) I KA AR AR, HFfS:
FOOIANEAE T, e R BRI T, RIAR%HE 5 K T (nuclear
transcription factor-xB, NF-«xB)X & AL N IcURR, (R 7E 5 48
NOECRAET, NF-«B 239080E, ISR PERE R RA, &
L BURAE SN R A, TSR SN T 85 2 ke i P08 v
SR ONERENT, R, BRI E AR R K, a)
DI UG AN SO ) R R R, DT e o UL s« 2 e
AT R— R PHAE T, WHRUARS A HEEE Y, #
IEEHURN S KA, H S BRIt 2> fl & A0 ML 0 1,
AT S-S0 S ST TS O R A A R R E S
FH = AR Sl O WA R 31405, B T30 WLAR I T8k,
FET . RO AN IEAE T 2 1 B O IR 67 5K Th R A2 41,
IR AW e e b iy NN TR =2 Y e e e Y s s 3

I, R BUHAT S AR S RE M A= a3/ x ek
60 F LR I PRV 10475 A R o L B A LA R B (P,

#RE & (astaxanthin, AST)E—FRIRZEHE MK, L
Hyrgfb ., vk U T-FIBUMERE i 4 . P AT ER
BRI R AST Wi, EE A 3S,3°S #H
AST(3S8,3°S-AST). 3S,3’S-AST 2 F#iiA R 2THkR A i3t
(0 fec i A M AU AST HAT - YR SERAZE M, 14
AL ASEIES A IR, HARRAPT RIS TR,
AST IBLEARTE M2 0] L 4k 25 E R0 -8 88 N 3R 85 500 £
10 AFIAUL GEAESK, A GERR AST HA W O i AR
FREVER . SN E EIREE SO HUEZE R B, AST
TRYT L R BRE PR T O MR B RAE AR
T A LEF e 4R B2 B4, AST A il s 55 00 LA AE
(myocardial infarction, MI)Z55 1.0 D EBE RS LT 41 2
SR, 3S,3°S-AST XL LK ML P8 13 453403 A (R 3P 1 R i A
B, HoaT BB M A 8 4 T .

TE IR $545301A], O F Na/K-ATP ff(Na'/K* ATPase,
NKA) W T Al & A el As, 18 B FLHL F 1 & B s e+
iy vk B B P NKA J2—Fhis IR, 3T 540
JEAZ 5 Na i KB, fEN7 I 255 200 M 5 110 8 v 35 Ao
R R TN HAESL, NKA iR 9l & I —Fh 5 S S5
1. NKA/Sre/Erk1/2 {553 B 9l & IR A 16 8UE 5 10
BRELR A, TN SIBRREREAL . s % . AEREFIAEIR
g BT XIE 4 PV g% & W1, ROS W] DL IS
NKA/Src/Erk1/2 1553 #%, #Eififihk ROS MyF=4: . fcilifif
FEF W, NKA/Sre/ROS {5 5l B L AR O T 552 TR 145
VB R ), R, ASBIFSRHRIT T 38,3°S-AST & 75 il
T NKA/Sre/Erk 1/2 15538 B W30, 7608058 AL i
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IR SN | i/ 240 6 8 1 A0 FLET 4 Ak 45y i % 45 A
M/ TR 45 O LR R B R R, hFRZE
ZIERPRIE 3S,3°S-AST i FHF 40 LB M P 4 6 1 12
HEBIIS S 3, $HTE 3S,3°S-AST AHE ™ 5L (v T 7 .

1 RS 7

1.1 SEEhMERNE SR

SEGFH ICR /N B W VLA SE g s b R 43t Segash
WP VR ATIE Sy SCXK(H)2019-0002, SPF %%, 8 J& 1%, Hi
P, KT 25~30 g K/NRBENLY AL 4 A, 4 10 2. &
Hhy: BT AR (Sham) L LB ML O/R) . O ILERL
1M FEHE 45 TR Z 4 (UR+AST) . IFH E4(AST), N4k
T SCHRE O3 U IR 70 LB L P AR AR S350 H
WL R R B SE 00 sh AR RIE P02 B 2 W A ik, o
0 2017-043
1.2 #&E&ERT

3S,3’S-AST(SML0982, 4fi & 99.9%, 3 [ Sigma
Aldrich A 7], &€ R &R B A EAR R A
FRATED); Bk GAPDH(H e AE /2 F); Bel-2. Col III,
TGF-B1(ZEE Abcam 23 F]); Bax(3E[F Cell Signaling 23 F));
Col I(3£[# proteintech /2~ H]); —HU(EEYL R )Alexa Fluor 700,
“HL(EEPiH)Alexa Fluor 800(3E [ Sigma /A F]); ELISA {5
& IL-6. IL-18. TNF-a(BINR A YR A BRA H);
LDH(A020-1) . MDA(A003-1) . GSH-PX(A005) ., CK-MB
(A032-1- 1R & (R st A ) T REF S T o
1.3 UEEE

NU-C200R-E Ik i B3 0> #L (3£ [ NUAIRE 2 Al );
5119670DP Jifi#R{X . NanoDrop 2000 A% E I E 1Y .
A37834 MiniAmp PCR 1% .QuantStudio 3 BI5ZAf%5¢ % & PCR
Z55(32 1 Thermo Fisher 23 #]); PowerPacTM HC 043BR71015
HE I ED RS0 (35E BIO-RAD /A #]); Licor Odyssey
CLX-0657 X ELLIMNEOLIR R GE (1 LI-COR A ).
14 SKWHE
1.4.1 SUBRALABEM

S LB M P AR A N RGE SR B iR gR 7 d s, T
AR BRI o 40l 2 3R T 7 &2 /NS, 3000 r/min 2.0
15 min, BUALTE 57T -80 °CokFEH . F 2,4- R
a3, T 440 nm &b, WERSFLBOGEE, WIELLTARKIT
BT FLER W S HE (lactate dehydrogenase, LDH)F) & PE

1MiL%E LDH {5£(U/L)=[(OD i;:-OD 312)/(OD f5-OD :4)]*
FRfEah R *1000

i RIEEG S UL S, FREM R EE Y 2 mmol/L.
142 ABENE

O WL M P A A N BGE S B R gR 7 d e, HETT

AR BRI . 41 2595 T # B2 /NS, 3000 r/min 2.0
15 min, BUMEGE/ET-80 °CukFfh . FIGRICE H 2k,
F 532 nm 4b, WEEAFLROEEAE, RELLT A ITHE MG
FP N [ (malondialdehyde, MDA)RY &4

1% 7 MDA 5 # (nmol/mL)=[(OD w-OD 51)/(OD e
-OD )| *H T i VA B A AR I S R s R 35 4

T MR ECN & Ui B 43, FREMREE Y 10 nmol/L, A
AR R AT RO 1.
1.43 At kit 8k B m 2

O LI It P AR NG S B3R 7 d S, dET
MR ERECIM o 4 il 2 3R T 7 &2 /NS, 3000 r/min 2.0
15 min, PUALE AT -80 °CokA . F RS RS H
12 H % (dithio dinitrobenzoic acid, DTNB), T 412 nm b,
WA A5 LG (R, AR LA A 3% 2 e T Rkt
A ALYl (glutathione peroxidase, GSH-PX)AY &4

117 GSH-PX 75 J1=[(OD 4#51-OD sss)/(OD 4s-OD ) |*
Pt i e R R A B R A T PR A 4

d AR S UL, AR 20 pmol/L,
BAEECR 6. FEASRHTRR BASECR 5.
1.4.4  WUBGHBE F) TBEM T

LB P TR N RUE S B RS 7 d )G, BT
AR ERER ML, 4 10 28 35 T # B2/, 3000 r/min 5.0 15 min,
B IE £ T-80 °CukAE . FIREL sz, T 450 nm Ab,
WA LSO AR, AR T I A i i £ [ 00 7 AR5 4% 1M
W REAS A JILBR 4 B[R] T ¥ (creatinine kinase, CK-MB)#¢ ¥ .
145 ZaREPTEESH

BBGE O AEH LU E T 1.5 mL EP &b, FIRFE %
0.1 g/100 uL Y H 9 in A TR & 24 ff i (IR B EE O
RIPA:10%SDS: fi ik B 40 1l 771 : & 11 il #1011 7711=60:40:1:1) I
FEVK IR0 ORIE, EARRGINE 3 I, Tk EEE 15 min
J&, ARG R 0L 13500 t/min, 30 min 250 BEW
FIBCA M EEAWE, I SDS-PAGE & H L FESZ il
(SX)FII RIPA ZLfi A FREE (AR Idiiie. 1L 130 V H
7K 1h, LI 300 mA 551 70 min, 8 (155 FAE W58 2 h,
—Pi 4 CWE LK. DOt i, FMBLIFE 1h, HHL
NS R B Odyssey FAHFE .
1.4.6 #4F % & PCR A HE

BOE R ONFHELS T 1.5 mL EP &9, JH Trizol 42HL
DAL S S RNA, B NanoDrop 2000 #8219
W5 A3 72 RNA MR, R S0 0K RNA 3G 5
cDNA, QuantStudio 3 BISZAJZEYEE R PCR RSN cDNA
HATY KN, PCR ZfF4 95 °C 5 min, ZJ5 95 °C
155, 60°C30s. 72 °C 45 s 217 40 MFFR, 27247 144
A MO X R IR K, kR 3-8 RO A
(glyceraldehyde-3-phosphate dehydrogenase, GAPDH) 4[4
%, M GenBank LAY 3L 7 21{# F Gene Runner %11
519, 5197 HN 0 1,
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1.4.7 ELISA &3

WHGERLOIE4IZUE T 1.5 mL EP &P, IR et
4 B FR 2% vp iR ¥ W (phosphate buffer saline,
PBS)=1:9(V:V)I FL Bl fin A PBS, JH-1Evk b 7430, Hid
PR E 3 IR, JHARI 2538 5.0 HL 3000 /min, 15 min B0,
B b3 . MR4E/NELIL-6. IL-18. TNF-o ELISA il &5
LB BRI L35 W 7E 450 nm AbIAFLIEOBIE, AR
PR LTS A IL-1. IL-6, TNF-a &%,
LS e

s VY {H4SD 0K o R 2y 2245 Fr (analysis
of variance, ANOVA) FL 5541 (A1 4504 . 41N EL# A Student's ¢
g, P<0.05 A 25 5. Western S 55y 1 K B 38
id Odyssey 4.0 FAF43 1T o

2 FHRE5HH

2.1 3S,3’S-AST /(DAL EBI RN

D WIEM R R R — RO gL R EH R
Ealk | 3% S i PCR R/ L IEZHZH Col 1, Col
I, TGF-A1 OIUERAHEE FEE A mRNA KTF-#
BTEN AN 1~2, TEFE K mRNA K L, /R 415 Sham
ZHAH L, VR ZHHh 9 Col I, Col I, TGE-B1 WK B B I
(P<0.05 1 P<0.001); {HAHE T IR 41, VR+AST 41+ Col I,
Col III. TGF-B1 MyFik X IE ZFEAL(P<0.05 F1 P<0.001).
XYL, IFE R AR UR AN ILEM S E A
HIZR5, FEARA LR K. B, 3S,3°S-AST X /R /)
SR O L A ELA DR 1

®1 HHEREE PCR5H
Table 1 Primers of qRT-PCR
HFx Ers1Y 5°-3° T 50-3
TGF-f1 GTGTGGAGCAACATGTGGAACTCTA TTGGTTCAGCCACTGCCGTA
Collegen I CAATGGCACGGCTGTGTGCG CACTCGCCCTCCCGTCTTTGG
Collegen III TGGCACAGCAGTCCAACGTA AAGGACAGATCCTGAGTCACAGACA
GAPDH AAGAAGGTGGTGAAGCAGGC TCCACCACCCTGTTGCTGTA
I
H
Barn 15710 s
Sham VR UR+ASTAST & i
~ . = 3 I HH
Col I I— — — ——.|130kDa§é % 1.0
2
e # a
Col Il |y oy s w138 kD 5 g0
T &) ~
GAPDH | s— —-! 37kDa = g < =] 0.0
i) & S 3 & S S
© & &&383, oo & $&§~XV3’ v

H:: A [: Col 1, Col LK NZE I GAPDH HIFE 1 44 ; B [8: Col /GAPDH #HXf ik 84511+ Rl; C [: Col II/GAPDH X} k41t
&l = 5% HR2H (sham) AL B B2 5 L (P<0.05), *** 5% BUZH A EA Git2% 38 L (P<0.001), #5HAIH (VRMHAL BB Gt 8 XL
(P<0.05), ### 5B AHE AT e i 2% 5 L (P<0.001),
&1 38,3°S-AST XL LEF T Col I, Col RN (n=4)
Effect of 3S,3’S-AST on myocardial remodeling related protein Col I and Col III (n=4)
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1¥: A [Kl: Col /GAPDH mRNA AHX} 5 #4531 1K; B Kl: Col II/GAPDH mRNA #H%f %35 84811 4]; C K TGF-1/GAPDH mRNA #i X2
KRG 5% A (sham) LA GE 11257 L (P<0.05), *** 5 %F B AT AT i 11228 X (P<0.001), #5554 (/R)MIE HA 51T
22T SL(P<0.05), ## SRR AHAL ELA G124 2 L(P<0.001),
€2 38,3°S-AST ¥ LEMEE 1 mRNA /KP-RIBHFEN (n=4)
Fig.2 Effect of 3S,3’S-AST on mRNA level expression of myocardial remodeling protein(n=4)
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2.2 3S,3’S-AST b fllinfatrES a0 20

LDH fl CK-MB & & Z .0 L4 15 F5, O LR
/N B0 I 4E 2% LDH Al CK-MB KE T+ & . F)
AR S RN B IE4 2k LDH 1 CK-MB F£ikK
o anE 3, 5 Sham 4 4H Ik, /R 417 LDH fil CK-MB
B & JF & (P<0.05 Al P<0.01), H5 TR 4 # kL,
I/R+AST 21 # LDH #1 CK-MB 7K 8] &2 F [ (P<0.01),
ZER KW, IR R BB ML MI/R /N ELC IE 0 LR
ik & 9 B K-
2.3 3S,3’S-AST X &t RBHI 20

S/ BUAL 37 P MDA T GSH-PX 5 2 AL A G B4 7K
-, 4HT 38,3°S-AST Xt IR #ifbtsL/Ef . MDA &
RT3t A I B ) 22—, BRSSO IS M R AR,
A5 . GSH-PX J&m 2 il AL A, AES kit
AL EUO RN, S R 20 i 3 A R 3 A 58 e i A

k%

LDH&&/(U/L)
=
=

%Q‘b
&

Mo i 4 frzR, 5 Sham ZAHEL, VR 417N MDA 7K-H
BFE, H GSH-PX 7K B i FEAR(P<0.05). 1M 5 I/R ZHAH
[, UR+AST ZHH 3S,3°S-AST ffi MDA 7K F-[&{ik, GSH-PX
F K42 155 (P<0.05), DL 553, 3S,3°S-AST Xt I/R ##
U5 HA W BT SRV, HnT e o D AL A T
Wl R #4055 .
2.4 3S,3’S-AST X & HfER B IR0
AN S B R RAE I, A ELISA 1250 Gl
IR IEZH 2 b 48 R F TL-18. IL-6 #l TNF-a 7K F, 4347
38,3’S-AST *I /R i RAEH . W& 5 Fr7x, 5 Sham
ZHAH L, VR /N B IR ZH 2 P IL-18, IL-6 Al TNF-a 7K
BIFRE(P<0.05), 15 UR M, VR+AST 4 H R R H
IL-1B,IL-6 1 TNF-a 7K V- 2 F#AIK(P<0.05 1 P<0.01), iX
SeZE LR, R R AR RS O U P A5 B
SO SR A S

2.0 'B

—
(%]
T

CK-MBIEH1
5
_|

o
W
T

e
o

& S S
& DR v

i

TE: AR M+ LDH &4ETHE; B K MiEH CK-MB & S GEi 18] 55 %0 M (sham)H £ BAT GE 3127 78 L (P<0.05), **155%0F AR AL
AL R X (P<0.01), ## 5B (VRARE A Gt B L (P<0.01),
B 3 38,3°S-AST XL (LG G4 5 0 0 52 06 (n=4)
Fig.3 Effect of 3S,3’S-AST on myocardial injury markers (n=4)
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& S S
& & B v
&

GSH-PXAHXE /1

15

05

0.0
)(E v

> §

A B i MDA & R41THE; B K MiE T GSH-PX MG S 851 ; * 55 % B2 (sham) M4 ELAT 45324 7 L (P<0.05).
#E IR (UR)MFHAT GE T2 7 X (P<0.05),
¥ 4 38,3°S-AST X U4k 3 1 W (n=4)
Fig.4 Effect of 3S,3’S-AST on oxidative stress (n=4)
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2.5 3S,3°S-AST /LA 4RA AT RIS

FIF WB K/ BRC B ZH 4L P T A S R T Bel-2
Bax RURIKEN . WK 6 Fr7n, 5 Sham AL, /R ZH/NE
Bel-2 /KF R %, Bax /KF EFHP < 0.05); {HAHE T IR 41,
I/R+AST 415 Bel-2 7KFFH 5, Bax KFEFEMK(P < 0.05), 45
JRZRW, 38,3°S-AST AT LAWEE UR /NELO LA T

2.6 3S,3°S-AST X} NKA/Src/Erk1/2/ROS {524 1%
7N

I/R $ifi2s SE00 e R Na/K-ATP B (NKA)YRE & 4=
AR, BE NKA/Src/Erk1/2 2R E 4114 53 ROS KF-
Fim, 1 ROS 7K - F it A8 2 ] 1% NKA/Sre/Erk1/2.
QU ZBHE 7E HOc2 4 i & B, 3S,3°S-AST fE i 2 10 il
H,0, ZL #1521 ROS FHE Al Sre. Erk1/2 8RR ALK
LA, AR NKA 8 A FRIEAKT, DX LA
AR B SOGEAE . B, ARG E AR /R
INEOODIEZH S Sre A1 Erk1/2 2 A B ER AL K, I8 UE
38,3’S-AST e i3 4% NKA/Src/Erk1/2/ROS {5 591
Wik, MR e cMERKE-R. WE 7 s, 5
Sham 41AHLL, UR 4/hEROMEA L p-Sre/c-Srec F
p-Erk1/2/Erk1/2 2 [ LB & FH(P < 0.05); (HAT

8000 - 4000 [ g
2 6000 z 3 3000
2 4000 : 8
s g 2000
= 2000 4 1000
0 0
& § & & &
o= b P
S & &

S S
N

& &

I/R 41, I/R+AST 4 3S,3°S-AST M {1 > p-Src/c-Src Fl
p-Erk1/2/Erk1/2 F H H B _E (P < 0.05), 4555 Sham 4
A AST AR, FRE5RFEW], 35,3°S-AST 7] R i #10
il Src F Erk1/2 %, R Src Ml Erk1/2 HIBERR LK,
M /> T ROS 74,

3 FHi5iie

PR LI B4 E S RO LB L B 8 $GE& A% - SR,
O WUFREE 251 E0 UL ROS P2 A8 N, — 28347 20
BARTZNT LABY 1k UR 5S4, HHXT VR #
i B9 RO AR A Nl B, I H AR BRAS T LA AT
TE—EACE AL, g na it . fANiiNS S
MMRAAS AT 22 b FETO R S AL S DY, (H
I A AL I K T8 A A e AR B R, 1 AR
DNA , ZRRifh | AR 1055, R P EMUARERATE,
FALN S5 Z R0 A A, RO LRI P T 5
A55 (1) B LG BE AL, O JULBBIe X P R (VR B 1 Tl
DR, JEO R RN 2 P W, FHREE
B4 A 0 3 A o ek S A I S T2 o oo L e - 1
5 08— B0 R
10000 - ¢
8000
6000
4000

2000
0

TNF-a/(pg/mL)

S S
SO

&

A B DR TL-18 EE gt EL B B Ok TL-6 it geit &l C Bl JOHES TNF-a g E . =5 %0 B4 (sham) M B HAT Geit2
H(P<0.05), #5HEETILT(VRMIEEA Giit2¢ 3 L (P<0.05), ## ST A A G2 3 L(P<0.01),
B 5 3S,3°S-AST X 44 W B 5 Ml (n=4)
Fig.5 Effectof 3S,3’S-AST on inflammatory response (n=4)

A Sham IR /R+ASTAST
Bel-2 |

GAPDH T"I:T‘f 37kDa ¥ 0o

Airc .
y 25
1
S
& &S EO S &
&
& & ¥ s F &P
NS NS

1 A & Bax. Bel, % INZ7E 1 GAPDH %3k 4447 [&]; B I8 Bel,/GAPDH AHXI ik 45 111&; C [&: Bax/GAPDH X #k B4, *5
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