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[HEY BHH @50 RES 3 0GR E (return of spontaneous circulation, ROSC) J& K iR il i zh 71
2200 WUZH 2R Ak B 38, R (28 7 B S o 4 ROSC R oK B BE DT RB sz i S HE v BB MLl . 53E SD KR
SR FH 28 £ 38 32 0 A 0 BB 0 O TR R RO IR A5 B K BT 15 min 45 T T WL, K43 ROSC (1 K B4 2k ¥ 7 % IR 41
NG T2 T, R T MBUARD , 3~ B 2. 3 mg/kg,0. 23 mg/kg.0.023 mg/kg T I RMFARLCK
% & O REBEE 48] F ROSC J5 0.5 ho1.0 h.2.0 h,3.0 h 1 4.0 h Wil i 73 1% 45 4% . T ROSC J5 4 h &b FE 52
55 3h 4 W O LA U5 5 1 — 404k AU & B (inducible nitric oxide synthase, INOS) 2 [ 335 .0 WAL 25T 40 Ak T
FRER K ALO WS B R E Rt & i, &R ORI 2 3 58 T A 0 8ok U5 & 0 E BB 45 i 2 2R 10026, B Y
ROSC # 72. 7%, HEAEEA KRR ROSC HTL W EFH#E . O T B4l ROSC J5 7.0 % i KT [, B S O 5
W T B SR AE L AT YE R R . BN 0 GO R B . OROSC J5 45 40 I AR T R
P2 T ) O DR D R, TP T2 P 0. 23 mg/kg 0. 023 mg/kg M i B . @ROSC 5.0 1L INOS
Fik G FALT IR E AR AR S E B R, A A A TR AR AR R AT R, &
it ROSC J5 KBGO BEDIRET M 22 B TR O ME T e B 58 25 o G280 PT g 5 L4 O LA £ BT 380 G
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Effect of Resveratrol Preconditioning on Myocardial Dysfunction after Cardiac Arrest in Rats ZHANG Hai- hong',
CAO Yu', ZENG Zhi*. 1. Department of Emergency, West China Hospital , Sichuan University, Chengdu
610041, China; 2. Department of Cardiology, West China Hospital, Sichuan University, Chengdu 610041,
China

[ Abstract) Objective  To investigate the protective effects and its potential mechanism of resveratrol
preconditioning on rat cardiac arrest after return of spontaneous circulation (ROSC) with the study of hemodynamic
parameters and nitrative stress in myocardium. Methods Cardiac arrest SPF SD rat model was established by
transoesophageal cardiac alternating current stimulation. Intervention was implemented 15 min before cardiac arrest.
Twenty four rats with ROSC after cardiac arrest were randomly assigned into five groups: vehicle, sham,
resveratrol 2. 3 mg/kg (A group), resveratrol 0. 23 mg/kg (B group) and resveratrol 0. 023 mg/kg (C group).
Heart rate, mean arterial pressure, and left ventricular variables (+ dp/dtmax and — dp/dtmin) were recorded in
0.5h, 1.0 h, 2.0 h, 3.0 h, and 4. 0 h respectively. Rats were sacrificed at 4 h after ROSC, and hearts were
removed for determining expression of inducible nitric oxide synthase (iNOS) protein, myocardial peroxynitrite, and
nitrotyrosine. Results Global ROSC rate was 72.7% after the induction of cardiac arrest. Resveratrol
preconditioning did not improve ROSC rate significantly. Heart rate and blood pressure declined at early phase of
ROSC, then heart rate recovered to the baseline value, but blood pressure still declined progressively. There were
no significant differences between resveratrol groups and vehicle group. Myocardial function worsened progressively
even after ROSC. Resveratrol improved cardiac function significantly, especially in lower concentration groups.
Myocardial iNOS expression, peroxynitrite, and nitrotyrosine content increased significantly after ROSC.
Resveratrol decreased these products significantly, and lower concentration groups did better. Conclusion
Resveratrol preconditioning could improve cardiac dysfunction after ROSC, which may be associated with its
inhibitory effect on nitrative stress.
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ROSC J& B M PE TR i ik 7090, A F 1056 [ &
HA AR B L e B RS R I AR AR
O A I TR R — 1 I DR M R, 2 BRI 5T 1 B
s ROSC JEHLIR % Az 52 2% 16 B0 A4 B3 72 B
JIE 3% 155 )5 478 & E (post cardiac arrest syndrome,
PCAS) , Ho A JIE B 45 )5 0 DI BE AN 42 /2 PCAS (9
F KR 4y, 5 ROSC Ji B & 28 T2 % % D) AR
K HATZ WS O BE BRSO T REAS &
W KL B e 22 O A0 A P A R RE SN SR VF 22
BLH o (F EL A B AR BEAL ] o AT 2

il A N I — b 2 1 B A0 SR AR B T L eh A P T
PE A J% (reactive nitrogen species, RNS) 5 7% 1 %
Jti (reactive oxygen species, ROS) & A f)4E ¥ 1k 2
BN o JE AR KA T S A A 0 BCTE 22 O I A8 % s
TSy ok oks FE B A SR PR B L0 ) e S I
R EHEEZMEN. ROSC J5K&EMAE A H
e % B 5 R AR NO & A= w4k R 38O v
ROSC 31355 & B — A AL A A B (INOS) £ 35 12 i
Thi . 51 NO 5 B3G5 40 8 Rl & 1A F)
LGS . ROSC J5 O IETIBE R 4202 B4 0 LA 1L
IOL IR 2 5 o o A5 T e U A A Ok I 0 U
hfie . H AT ATEE

Ol 52 95 5 IR TT A BRI R R 2 — . &
SR — L 25 ) BB P S B T R 4R A B b
i R AV 5 18 TE 52 » 1 T — o 245 0 A B A 1) 1l R 97 23K
FI 22 P e — R SR e iy M 2k Yy . H RTIF9E &
PR RE P AR 22 O A B R A R AP T s
T35 U U JILIR I By JDK o5 A 1 5[] I 2 P
HAG ZF0A 5 00 4= W) 88007 o 4 456 80 0 L Bk 1l - 98
TE AR A, FLAT ol i, F903 17 1) 00 JUE £ 4P 4 D (R B T
JryER L WL R AL 6 B Y TG A GO E 3R A5 b ) F
GET L ARSI B A g UL B 1 R B T I X
ROSC J& K B0 E 2y B8 1 52 0, 1) 20 #R 0 HAE HTHL
il o FHTI P A O il 2 T S IR T R A A

1 #HHEMTTE

1.1 ##

1.1.1 S#=%sy  {#HREHEME SPF % SD KR (12~
14 JIE AR 350~400 @) . i PU I 2K A AR B R 4
AR AR AL CAHRIE S : SCXK (JI1[)2013-247 , SEB
WAL PN K% ST R S H %, iiEsE T
JNR2SLEEh Y o, MR BE S N EilRHA
(20£2) C, MR 40 %6 ~60 %6 , S5 Fif i 17 P 1]
RGBSR 12 h, A BR#EE K. LR A

MR (H R AN BR 1 OK

1.1.2 #& E2XAAMNE [N EE(Sigma)
100 mg ¥ fi# T 1 mL DMSO % I B 1 32 i
i A7 (100 mg/mL) , B A ACE 4 5 — 20 “C ot fi
F78 1 A58 T A TG B8 0 5 K # B L B 4 DMISO
T <100 pL/kg. FHif 1gG ilk . FHi R 1gG
PR bt P2 A Y H AR A R 7D s Ant-iINOS #i
f&  ( Abcam ); Nitrotyrosine ELISA i 7 &
( Chemiluminescence Detection kit, Millipore );
Anti-Nitrotyrosine FU{& (Bioworld) , H L5 K
AR 8 H . Olympus 8] & A 25 B 5% . Leica &
I A BEAILFN 2H 2R 00 F AL /D sh B e AL HX-100E
BL-420F AW HLBE S0 R G/ A W15 & R 5 i
R Gt/ 218 P AL OnUAR 28 B A R WD) L Tilg
FRiX (BioTek Quant TM) , B3 f (Bio-Rad) %
1.2 XWHE

1.2.1 SRERAFESHELGFHMBERGEL X
FH 286 38 52 Ui v BB 1) O 35 R O IR R4S . T
JE S I L % 45 me/kg BEAT BRI, Z )5 B/
W25 3 15 me/kg ZEF5 R . JFR B 205 85 R B
TR b B R KT R PR R R R TR R (38 &
0.5) ‘C. A7 I, /N 3 Wy 0 W AL 3E 17 4l B Jd
LR R 6.0 mL/ kg, FEIA A 80 IR/ min,
SR EE N 2100, PRORCAE R R R 4l AR 0
Pl 113060 i B A 00 M 20 ok 4 1000 i, P A
] 0 v Bk L ] TR A 2 L A SR B K CE A PE-
50 A5 WA 4 AR i 3 DK BOE . i B0 S B 1 A 0
ENE S POE I [ SRR R U R A
SFERATHARNEE KA 5 cm, TCH B IFIK 2
P8 Wi B AL K A R S RE AR AR IE . B
PfsE 30 min, HRHAT 15 min KA S 1 22 P
VA VR B AH R R R R . R S B R
50 Hz A& 6 mA .58 10 ms, HL 31 3T b5 i 452 1k
MU A 2 B 038 180 s J 458 1 Fin 30 38 o 4 335 0
JIE B 45 6 min, 3k W 47 K N BE 2= 25 mmHg
(1 mmHg=0.133 kPa) LI . HIHOME IR, /N
Yy 1 3y i 14 TR A 54T 47 S8 0 E 12 T8 5] 1 3l 4 i
W L4 B8 S 25 S BE 10000, W = B AL 4
T4 J/kg B BREA, W60 s NRIRE B E 08 E
FRRE 20 pg/k H#HIKES A 3 min 1 IR, HER
TR E & E K 1k . ROSC B FRUE R K E A £ 0
7L 3 bk (MAP) =60 mmHg, I 4E #5710 min
Ph b s i & 95 10 min R RAF ROSC, 8 ROSC
ARELERF 30 min DL E35 B WAL T A 94 A A B
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9% . #4 ROSC EK (%) =344 ROSC sh¥ %/ %
O W R A2 Bl ) R < 100 %6

1.2.2 %% BFRY (sham 4D . KBEAIFEL
o IERRESE  HHEAT A O A BHEAE (n=3) . 4k45 ROSC
KR 24 HLBENLAY A 4 41, 43 50 R 3R % B 4] OR 25
FHY T, RATEHRIEF]D (vehicle 41) 22
fi 2. 3 mg/kg(A).0. 23 mg/kg(B).0.023 mg/kg(C)
H.HH 6 HRR . SHKESTE ROSCJ5 0.5 h,
1.0 h,2.0 h.3.0 h.4. 0 h PEAT LI 3h T 2 W i O 45
DB MAP L LENRESH A0 E N Rk BT
R (+dp/dtmax) 203 N R KT BFEE R (—dp/
dtmin)J, F ROSC J5 4 h &b3E ¥y, B Ok BE B A2
DAL 2L, AT G 58 A ARG I % 48U 400 (&
BAEO Z R W REEE . S RAGA HRANGHET
—80 CUKAH LA # I 2l

1.2.3 <y iINOS Hag kEdn RATH
Western blot 3£ .0 LA 21 iINOS 1) 3 18 K F-.
B —80 “C# [ AE b 3 o 78 A VKA rh i AT LUK B
VKIE b EVE F BT 30 pg, HARUKGE I An i B
Ji4y F w marker 3 75, K P BE R K /) B IR
PVDF [, PVDF [ 5% B ] U8 407 56 5 28 vl i
B B e LA e B IR, B IR S B
PVDF [, 8 4 47 b A DA bRic IE Je . & 5%
UM B W .37 CCEM 1 h, ImA—41F
4 CWER . FIAA A B E LR (HRP) A3
WCH P37 CE 1 h, B am&un 11
TR5) A WO B I 58 w678 PVDF 8 F . ok
FHEE I SAG r Br AR B R 4 Quantity One
PEXTE A S AT s, HMEAS NS
DG R AR H A B A AN R ik .
1.2.4 SAgRT AR LA THN 5
30 mg 220 & O LS K0 WL B8] 3R, g 0 Wi 4
3% IR BCA S T H o i i sa 4 ELISA
b2 RGBT WLZH 8Lt SR WA R b K-, B
PR IR R UL A5 4T . A6 B AR AL 45 £L
ROt B A &G RLU 28D . 2l brifE
iR, TT 5 4 L SR WA iR 3 CONOO ™) K-, 25
LA nmol/g B ERIR.

1.2.5 SRR AR R HAn RAGBEA
LU IO LA UGS L i R R . T2 PR 2
J7 M LA K AR S 3P Y R M e SR AR W B L D0 A
0. 01 mol/L #71E R #h 2 vh ¥ W (pH6. 0) J= » TE R
P L ok R IS KA ZY 6 min, R ¥
H, HYUHA SY TS PR E— 80 5 A

Ba&E . =R 30 min, AU LMFEME. A
OB —Hi(1 : 250.1 : 500.1 = 1 000) 5, LA
BEPERT I hR5E 4 Cdi., 37 CHIR
45 min ¥ —PrEIE 5 I A SR BER 40,37 CF
30 minCIE . fn A DAPTCHR 3 5% A 5t 8 i (7]
FERIEZ) 10 min, /5 A HMWE . BEHE D
Tl T g, bt LA A% 2 0 £ SR A 30 LA
i 2 L R s S R R
1.3 Hit%EFHiE

TFRE R £ 5 FR & A 22 8] H iR H B
F 7 2501, LSD,SNK vE #1779 W5 th e, 34k e
kR A8 5 1 e e SR R O G 6 L o DI ARE 3 12
HEATLHIA b # ., P<<0.05 RERBSIT¥E L,

2 #HXR

2.1 BEAEXNKR ROSC ZHEI

K FH 28 £ 38 A8 It HE I 0T 175 T O TR R 45 B ) 2
100% , &1 ROSC % 72. 7%, Vehicle 21, |13 7
i 2. 3 mg/kg.0. 23 mg/kg.0.023 mg/kg 2 ROSC
FAr N 54. 5% (6/11).60% (6/10),85% (6/7) .
75%(6/8), HEL PB4 45 vehicle 41 HL 38, KR
ROSC RA A2 F RG24 8 L R T BEAS
WA 22 R TG T2 L
2.2 B#EAEN ROSCFEXRME HFERZMN

ABIF ST 25 2H KB R BRI 3 2k 1l I Bl ) A
2.2.1 @ #FEs ROSC BE KRS £ Hh
ROSC J7 0.5 h & F WA 0FRE T, 5 sham 411
L ERASFE L (P<0.05), ROSCJ5 1.0 h
BHLEBEFEFE.ROSC S5 2.0 h.3.0 ho4.0 h
A0 R S A B A sham 4] FO 8¢, 22 % LS
B, FAHNIEMEE, 5 HTE ROSC 5 0.5 h b
R T B, Hob vehicle, B, C 4 I 5 5 KL 4R (5
a2 A G L (P<T0.05), A 2 I i 5 4
SHE TR ROSC J5 1.0 h Ly ZE B Wb b, {H 33 75 4>
BEA SRLHE LR . 2R LG EE L, Wk 1,
2.2.2 @3 EFES ROSC B XA MAP ¢ %-a
ROSC J5 0.5~3.0 h, 4 T4l MAP 2 Z# F %
K3, ROSC J5 4 h A FF BT, 5 [ B &5 sham 41
MR H N FE L L, 2 R WA G2 B L (P<
0.05) HA& T ZH 2R TFEIT¥E L, Wk 2,
2.2.3 @#FE ROSC B KR A E DM Y
oy T W A0 E Y EE (+ dp/dtmax F1 — dp/
dtmin) A ROSC J5 0. 5~4 h £Z W F ks, 5
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vehicle 4] L #%, FH 2 2 i 4l (A~ C 41) (% + dp/
dtmax Fll —dp/dtmin F} & (P<<0.05), A~C 4H 22
[\ b, B.C i A 20 FE i (+dp/dtmax Fl
—dp/dtmin) 2k & & ] g, H J + dp/dtmax 1E

ROSCJHF 1.0~4.0 h 2R H il ¥ E X (P<
0.05), —dp/dtminff ROSC J§ 2.0~4.0 h Z2%fH
Goit2A L (P<<0.05), i B5 C W4l 2% L5
TR L, 3k 3.5k 4.

F1 FHXROEEEOR/min)

Table 1 Heart rates of rats in all groups (beats/min)

Time Sham group (n=3)  Vehicle group (n=6) A group (n=6) B group (n=6) C group (n=6)
Baseline 415.67+18.02 420.67+£10.52 410.00+21. 24 415.67+37. 14 403.67+16.79
ROSC 0.5 h 422.67+11. 24 369.17+28.30" & 369. 50447, 38" 342.67+30.68* 4 345.504+32. 084
ROSC 1.0 h 418.00+4, 94 387.33+41. 21 384.17443.53 363.33+46.91 -4 370.834+37.86"
ROSC 2.0 h 415.83+12. 38 404.00+35. 15 392. 00444, 52 378.83+47.37 406.00+50. 18
ROSC 3.0 h 411.67+9.56 385.83+41. 46 384.00440. 21 383.83+47.15 398.67146.02
ROSC 4.0 h 419.67+12.63 392.83+22. 85 403.33+44.93 387.83+30. 28 410.00+48. 23

* P<C0.05, vs. sham group at the same time point; /AP<C0. 05, vs. baseline in the same group

*®2 HHAKRFHIHKIE K (mmHg)
Table 2 Mean arterial pressures (MAP) of rats in all groups (mmHg)

Time Sham group (n=3)  Vehicle group (n=6) A group (n=6) B group (n=6) C group (n=6)
Baseline 139.43+2.88 140. 9646. 47 140.534+2. 82 141.2346.15 135.1645. 45
ROSC 0.5 h 139.19+6. 71 110. 7849, 26 * -~ 116.80=£15, 324 108. 0449, 774 117.78£8.78* 4
ROSC 1.0 h 138.13£7.68 104.20410. 96 -4 104. 9548, 484 103.3047. 644 108.88+9.00* -4
ROSC 2.0 h 138.0144. 85 104, 5449.90* & 100. 11415, 544 99.60410.67* -2 102.3548.75* 4
ROSC 3.0 h 138.79+3. 11 92.1048. 974 97.304£8.97 -4 97.28417.23 4 100.84£8.60" 4
ROSC 4.0 h 138.73£2.20 95.1648. 21~ 102.10£10, 424 101. 26420, 62 -~ 101.264+11. 774

* P<C0.05, vs. sham group at the same time point; /AAP<C0. 05, vs. baseline in the same group. 1 mmHg=0. 133 kPa

F3  HHKRZL O EWSE B M LE B (+dp/dtmax)
Table 3 Left ventricular systolic function of rats in all groups(+dp/dtmax)

Time Sham group (n=3) Vehicle group (n=6) A group (n=6) B group (n=6) C group (n=6)
Baseline 6 068.33+417.68 6 063.33+311.49 6 070.00+468.70 6 076.67+186.73 086.674183.16
ROSC 0.5 h 6 053.334153.58 4278.334+141.90* A 4783.33+£172.94*-%-A 4 915.004166.46*-5-A 833.334+161.95*-%.4
ROSC 1.0 h 6 071.67+185.30 3910.004+110.09* A 4 353,33+126.75* A 4 780.00+138.28*%.A. 4 645.00+E196.75% ¥4
ROSC 2.0 h 6 010.00+262.15 3340.004234,86*-A  3808.33+4129.06* %A 4233,334+154,36%-%- 143.33+£160.21* -
ROSC 3.0 h 6 031.67+145.25 3176.67+£84.54% -4 3575.00£158.71*- 8.4 4 013.334195.11*- 8.4, 970, 004139, 00 - § 4. %
ROSC 4.0 h 6 095.00+295. 96 3 103.33476.33% 42 3396, 674+151.75* %A 3840.00+160,00* ¥4 785.00+E122. 43 ¥ A%

% P<C0.05, vs. sham group at the same time point; § P<C0. 05, vs. vehicle group at the same time point; # P<C0.05, vs. A group at the same time point;

/\P<C0.05, vs. baseline in the same group

F4 BHXREOCESTFKINBEL LB (—dp/dtmin)

Table 4 Left ventricular diastolic function of rats in all groups (—dp/dtmin)

Time Sham group (n=3) Vehicle group (n=6) A group (n=6) B group (n=6) C group (n=6)
Baseline 4.770.004182.98 4. 761.67+154.07 4 806.67+278.90 4 805.004198. 47 4 788.33+183.78
ROSC 0.5 h 4.795.004391. 80 3318.33+110.53* -4 3 711.674181.70% %A  3733,334£132.01*:%:4 3761.67+135.71%-%.4
ROSC 1.0 h 4 700.004287. 82 3 268.33+128.28% 4 3481.67+147.70* %A  3678.33+125.76*%.A 3 685.00+130.04 % 8.4
ROSC 2.0 h 4.723.334+171.66 2 955.00+104. 26 % - & 3205.004134.87*-8.A  3413.33+£85.24*-8.A.% 3418.33+116,18*-¥.A.=
ROSC 3.0 h 4 856.674343.55 2 690.00+89.22* -4 2911.674160.80* %A  3143.334£96.68*-¥.A.% 3121.67465,24% %A%
ROSC 4.0 h 4 810.004262.68 2 496.67+91.58* A 2 715.00+£163.55* ¥ A 2935.00120.46* -8 -A-%  2946,67+99.33* - §.A.%

% P<C0.05, vs. sham group at the same time point; § P<C0. 05, vs. vehicle group at the same time point; £ P<C0. 05, vs. A group; AP<C0.05, vs. baseline

in the same group
2.3 AFEAEI ROSC EXROAALR INOS £
1% ) 2 T

Vehicle 0.0 L iINOS 2354 sham A FAH
(P<C0.05), (A # P FE T HlJ5 iINOS ik % vehicle
203 /b (P<<0. 05), 5 sham 4 W&, 2 R LHE T
B, HPB.CAHMPHERE. 5 AHALK. 25

PIA it X (P<<0.05) {0 B.C 411 % % T4
E ., WK,
2.4 HEAEX ROSC FOALAL ONOO™ £ =
B % M

Vehicle 0.0 LZEZ ONOO™ & H# sham 40 F|
{5 (P<<0.05) . [ 22/ i 1 W5 O LA 2LONOO ™
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iNOS expression level

Sham Vehicle A
Group

B1 GALELINOS RiZE
Fig 1 Expression of iNOS levels in myocardial tissues
* P<C0.05, vs. other groups; % P<C0.05, vs. A group
E B vehicle 41y /b (P<<0. 05) ,fHA3 & T sham 4
(P<C0.05), fE& TR ZE.B.C4 ONOO & &
WD, A AL E R AR E X (P<
0.05) fH B.CHZ R 2K TG = L. WE 2,

EENFIL

Sham 41 0> L 41 21 A 3 i 2 R +h & 2 R 2.
vehicle 4 (1) fif§ 5 1% 2 B8 £k % & 48 sham 41 B 4 3
T R T S A R 2R R i X vehicle
AR TR B.C 44 A AMERKREARIE S ER
A AR BLC 4 2 (8] JE B 22 5. WL 3,

SETT
mLl e
S L

Sham Vehicle A B C

Group

B2 OAARTENTEHEEONOO SR
Fig 2 Peroxidenitrite levels in myocardial tissues
% P<C0.05, vs. sham group; # P<C0.05, vs. vehicle group;
% P<C0.05, vs. A group

B3 SACNELAHERIBRARE. AEREZRHE X400

Fig 3 Expression of nitrotyrosine in myocardial tissues. Inverted phase contrast microscope X400

In these pictures myocardial cell nucleuses are blue, and nitrotyrosine in the myocardium is green. A: Sham group; B: Vehicle group; C:

Resveratrol 2. 3 mg/kg group; D: Resveratrol 0. 23 mg/kg; E: Rev 0. 023 mg/kg group

3 itig

A5 5 h ROSC J5 B0 % i R B Bl S
L BB IR A TR AT MR R, 5 DA — SO
AR, AHFFFE T ROSC J5 54570 2 e | ifi
JEAE H 8 T e B S O 5820 8 ] ) 28 2K o e e
TFREREILL LTS M A W 0F 58 T, ROSC s 7 4
RSN B T ) 117 O S N Y = RN B ST I3 N <3 )
ik R 328 T T e 8 R R L Al RS — K
(1 J5 B AT BB 5 A T 6 4 B ) B R SR OR ) A G
ROSC J5 R4 g py 4k K \Na™ . Ca®" 1Y 5 45 i »

1S P 445 240 TS s AR vl A 1 7 A L 00 N TR A A
AR ECS AT AN A R R RO L S IR A e R T
BT R S O A0 ] 0 BE 2 . I R B 2 A 320
JULHSC A 3 A L BE T R 25 R A 2 R R
Wi o A5 A2 T3 S B0 IE S RE R S T [ 2
Bl AT T B ) BN A AR ST R OR 4
TRRSER A SRR T e R 2 —

A S TR AR T 0 il 2 L A L Y
SRR/ o BEAEAT T 1 22 7 I X I s 7 52 e, R
Z e n kP +H. H=E 4 10 meg/kg {1 4
JA A 2276 20l 1k 00 WS AR Al . B I Sk g 25
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4 100 5% 1 O T % 1T 408 TG 1 22 % B0 il iR
I ML 3 1245 w1 5E . Hung 285 780 LR
FES Wy A b, R Dk I S 2. 3 X107 g/kg A
Pt , 7E P E T S I RLG R I0 I AR AR R S AR
Scmrh B2 — 3, BEAE AR ST & B AR M AT 3G
NO A=Wy R T BE o (5] s 40 1) 160 487 e 40 7 A Can N Bz
F-1 A FGRUY H 251 R e bk AL
SRPRS I S e A0

BEAEWFZE R B ROSC J5 30 min LIREA 2 E
M, 8 h ik F Ak .24 h AL IR E ", 5
AT R — ., AL PR T .
ROSC J& K B0 BET REEL vehicle 2H W] i i35 . 1t
SRV o E . BRI 5T & B 1 2 B EL AT T
T ARV 5 AL B 0 Ry A UL 5t o P T 45 4 1
Sl PIERL A ST A5 SR B R 1 RE TR R A I
HETES A rh L B A 2R L DR AP RN o A S T IR
W B E (0. 23 mg/kg.0. 023 mg/kg) 55
WeFE (2.3 mg/ke) LA, XTI 1 O 47 24007 B B W
FA B2 75 P 1) A ) 2 R0 5 0 9 (R A8 B L 4 25 O U5
A JUH 55k B OC RAR K AT B X4 A 1k
(hormesis) , B # (5~ 20 pmol/L) B B 3 .0 JJE
Tifig, & .0 MO 4 s e R & R (10 ~
40 mmol /L) D] & 30 A 412 4 T 2% N 175 5 i 96 4 L 7
T (] B 4000 ) 40 i 1 5E RO IE T E . H H TR
A I SRR AN BB . 0 R R IOk FH 24 14 3 o X L A
AN—F, R R R 2% A P i EAR B
W ANTE A L T BE 5 HAF 78 22 5 Ak 1 AL 8 JiL s 0 A
WA SR ARS8 o B Mk BE 0. 23 mg/ke,
0.023 mg/kg, 1R % B3P ML 45 & 100 mL/kg.,
L2546 BE 439 R 10 pmol/L. 1 pmol/L, iX 5 DI
5% KM 10 pmol/L AE A s 4 i B — 300
A S A AN AR MR BE 2E AT F 5 (R ZE Hung 55
WFFEH 2.3 X 107" g/kg 2 B ATS BE ok 35 0 LA
B O IE DI RE AT B8 AR P9 3 A A O ILIERRE L il 24
AN BE 58 4 S W0 JILZH B b Y 2 W vk B L TE O E
DRSS Wy 155 B 0 75 A7 AL AL ¥ 5 4 s itE — 2B IR
5.

AT K, ROSC J5 .0 ML 2L INOS, i Ak
VA R Eh S A i 2 B R S ] T X 5 Han
TR — 3 2R B O IR BR A T A E R R
R NO F1 O, 19 B 5 T & 11 Bl 2o 404k S A
TR 2 1) A LA T s DA R b A4 B 1 19 g i 1 2 TR 4
RN, ARSCE T R TR O WL R
INOS . i F AL WA R #h Je i B ik A IR 5k S = 1 W] 12

TR AR MR B R b A R B B X
ROSC J& U WL £ 57 38 s 07 A B S 410 4 2800

HETIN B N B — Sk A & #8 (endothelial
nitric oxide synthase, eNOS) %f {3 7.0 L Bk 1l 7 HE
WA 25, 110 INOS & B i 5 NO A i & 0 JIE
DR . A7 BF 58 & B0 IR 3R 45 i eNOS B &
TR INOS 53z 87 Fh i R A SR SR Kk
—%, Maréchal " HF 58 & L. INOS S 1k $8 ik i
5 AW AR R A DU R 2 M IE A G, H pH M
% S AT B 8, AR A o INOS il ik S A I il
R h AR A — B 45 AW & . A WF5E T INOS
KA AL 7= 1 22 3R 5 1) 0 IE D) BB 4K 22, R A AR
DU JUE T e A 4+ X 5 DA AR AR 58 SR — 8. Tao
SEU S AR J 0 WL Al it PR A AR, P R S
LS INOS i 400 il 1R £ e B2 7 e, o0 IE 2y fig
TR B R THUG INOS AR, o3 T ¥
JE O NEY)RE . B RO WLAE A6 B 2 ROSC 5 0 il
IR &M EEH Z—.

AW 5T & B BE M BE T RS e T B S O R
ROSC Ji 0 IUZH 28 Ak 0 38, 3X 78 DUAE A 52 1 o 4l
i . Hung 287 % BUAE Ja 380 WL ity 7798 73 464 47 A5
R, FLEEE SR INOS B Fh . (22 T TS
INOS R8T B A E R 5 ¢ NOS #i il 71 (L-
NAME) AJ H%IH FH 22 5 BE 0y PR 47 2800 1 fin A iNOS
RS TE M, Mokni 250250 75 B {40 JIF Bl ifn 7
TETE A R b, i TR SR A I S R B NO JF
T T, Ao 5 T R AIE (1/500 ~
1/1 000) . 2542 5 W48 (10~ 15 min) . 25 ¥y F) JH] FE
AR 2 EE I eNOS, [7lB] R I8 iINOS #ik, &
FH NO BRI B E ., T HH A
AR NO B 1Y 35, X Lo iF e 3 4 o 22
FEAT A NO 3 B 2 35 A K BT 38 55 eNOS Al
INOS 1 H . A — 2 F 58 55 A i £7 78 4 1.
Hattori Z£ B 5T L iINOS #0741 70 BT BH W7 22 7% it
A SO AR RN . 7E iNOS 3 PR B/ BUES {4
O MIEASC TR v, 2 7 et A 07 AN R & #E 0 IE DR 4 4
JFH i e 5 2R R g 4y v )R A R B R
2 B0 IE ORI VR 7 22 INOS Rk, X s
WHAFTE , FTRE 5 2R B9 gl P A A0 L S 30 28 L F 58
X BN A 5, X e 55 5 98 1T INOS (1) 3% 1k X F
P22 2 Bk 4 DR P 800 1Y) B L H R BB INOS
FIR KT = AIK, A AT R R B R AR P RO
ZLINOS A BREE 1Y 3Rk, A& INOS (3 B Rk,
B F Z 000 LS AL R 35 0 IE T RE SC & 1 4 b 4
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