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1.1 FZERHA

SOD (B R 2 EWE AR A IEPRER KBC S mg/ml; HH'E B2 (NE) « BUEPEAAR ST EIRE (2
mgX1 ml), FKreb syifitbBemibl F10MKEE: 100, 50, 25, 12.5, 6.25, 3.125. 1.56. 0.78.
0.39. 0.195 pg/ml. Kreb” s¥: NaCl 30.8 g, KCl 1.4 g, CaCl,*2H,0 1.16 g . MgSO, 1.2 g, ¥ T4

000 mIXZ/K, 37 CFHINaHCO, i FipHAT. 4.
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EREAFESD AR 28I, MRTEE (190£10) g, MEMEAFR, BEHLIE944l: A HERKXT AL, NalCO, 41,
SODZL. SOD+ NaHCO,4.
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SIVLAE ST 13, 3% %4 H+0. 5% SRS (6 m1/kg » b w. ) BRI, XU AG R, S =30 ik 2
VL L Sk s B R B BV S 2% . I A RN UL . FSOALRTFE VRS0, 1 mIFRANZAEREE K, 5 min/5 4T TFES)
k=4, ARMEmAERARN, HRE KR8 ER %5, 0775. 33 kPa (1 kPa =7.5 mmHg) . fESEHIE
FEeb S () L i, DAYERRPEBh K5, 0775, 33 kPao — U e i Fikcali A FH 1 [ml e i v A2 245490
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HIYVRIMPEIR T R2 hfg, XA B ER K2 3 Al R R E 3R K, A THR 2982 % (1 mg/kg
b.w., HAMHMER E[7]). SODA: 45FSOD 5 mg/kg * b.w. GLAHMER E[8]), H4AL EM.
SOD+NaHCO,: %7SOD +NaHCO, (%A it5) . T2 Bi%. NalCO4l: ZitHArf35% NalCo, , F4Z
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PAANAK AL VAR MRS Sl IR NE BRI EL o HRAIS L5 1A% 0 o A0 e P A R Q= (V |, /1. 6) + mD2/4
pl/min([9]. TVEIT)E0 minjg 52 B (1 mg/kg * b. w. ) WA G ML . SEEG I FEHE B 1H 0. 25 ml/kg
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E247274% (P<0. 01) o £4S0D, NaHCO, H1SOD+NaHCO, i 7 J ML s NE PR S 7 BB e, A7 S I o 4 e
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Tab. 1 Effect of drugs on vasoreactivity of rat after hemorrhagic shock

(ng/ml, Mean+SD)

Threshold of norepinephrine(pug/ml)
e Pre-shock 2 hpost-shock 5 min post-therapy 2 h post-therapy
Control 0.17£0.05 4.02+1.53* 4.02+1.52 4.24+1.96
NaHCO, 0.16+0.04 4.46+1.67* 3.12+£1.56 2.6820.7¢"
SOD 0.18£0.13 4.46+1.67* 2.23+0.84%* 1.56+0.78*
SOD+ NaHCO, 0.18+0.03 4.89:1.65* 2.45+0.84%* 0.86+0.39<

*P<0.01vs before shock; **P<0.05 vs 2 h post- shock; "P<0.05 vs control group;
*P<0.01 vs control or NaHCO, group; “P<0.01 vs control group

2.2 X IR s s s R
Kof B ZH 7 E 5 22 B emifin )k (6. 48 £0. 87) kPa, V&G M (8. 1+1.1) kPa, ZfH K (1.65+0.48)
kPa; NaHCO,ZH 1 (6.89%1.16) kPa EJ1#](8.524£1.05) kPa, ZE{H(1.63 £1.05) kPa; SODZL1(6.89+

1. 28)kPa JF5 (8. 95+ 1. 51) kPay Z2{H (2. 05+0. 69) kPa; SOD+ NaHCO,ZHH (8. 81£0. 73) kPa F 7} %
(11.9740.8)kPa, %A (3.17£0.52) kPa. AR, SOD+ NaHCOALEKEIATT G, KR 2 B
(T Hs AR A Sl 2 1 e X (P<O. 05) .
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I i s 2 BT, A #) (11, 241, 32) kPafl(11.8+0.81) kPa (P<0.05), 120 minifilJEA{54ERE
(12.840.98) kPaMi(13.841.14) kPa .

2.4 TSIk

RS2 W, B RHIUS i SR o ek BEZH 28 [ml ok i R0 A= 3 36 K 5 A7 B v, (LR 5 BT
PEREE, 120 minfGBUER 84, 4%; NaHCO AL 5 X AL 25+ SODALI20 min5HAEH /b
78. 2%; SOD+ NaHCO,ZAs AN K LA i EE1E k60, 3%, JEXTHEALEI2. 544%, NaHCO, #1f2. 65ff. SODALH
1. 714% (P<0. 05) »
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KA B2 AT G it B TE W 22 5 (P>0. 06) o SOD+ NaHCO,, £ i - A7 I 1) 500 JL AL 08 v £ 25
(P<0.01), H24 hfFili#46/TH0/7(P<0.01), WAL T-SODAININaNCO, Al SODZALAINaHCO, AL 1147 i ff
[ LT R AL, (H24 hfFiE R LS m X (R2) .
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Tab.2 Survival profile of the rats after hemorrhagic shock (Mean+5D)

Group Weight(g) VT::;T ; z]_ﬁ1llrﬁ Survival time(h) Survivalratein24h
Control 194.57+5.16 2.76+0.25 11.69£2.82 0/7
NaHCO, 192.71£4.42 2.68:0.22 16.21+4.05* 0/7

SOD 192.00+5.07 2.71+0.16 19.87+4.48° 27
SOD+NaHCO, 193.7126.34 2.72+0.18 34.02+7.34%% 6/7***

*p<().05, **P<0.01 vs control group ; "P<0.01 vs NaHCO; or SOD group
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