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[ Abstract] Objective To investigate whether Guhong Injection improved the clinical symptoms of patients with
Hepatic stress injury induced by ischemic stroke and explore the protective effects of Guhong Injection on cerebral ische-
mia-induced liver damage and its mechanism. Methods This was a randomized, double blind controlled trial. Patients of
cerebral ischemia-induced liver damage were randomly divided into the two groups. conventional treatment (2=40) and
Guhong Injection treatment (#=40). Alanine aminotransferase(ALT), aspartate transaminase( AST) , alkaline phospha-
tase(ALP) and serum bilirubin level (TBil.) were measured on the baseline and at day 10 and 20 following treatment, at
the same time, Serum tumor necrosis factor-a (TNF-q), interleukin-6 (IL.-6) and mitochondrial superoxide dismutase
(SOD), malondialdehyde (MDA) were measured too. Results ALT, AST, ALP, TBil. and TNF-«,1L-6, SOD, MDA
in the GH group were no statistically significant difference than in the CG group on the baseline(P>>0. 05). The level of
ALT, AST, ALP, TBiL and TNF-«,1l.-6, MDA in the GH group were lower than those in the CG groups. while the
level of SOD in the GH group was higher than that in the CG group at day 10 and 20, and the differences were statistical-
ly significant(P<C0. 05). Conclusion Guhong Injection seems to be an efficient method that can improve the clinical
symptoms of patients with Hepatic stress injury induced by ischemic stroke. Carthamus tinctorius L. of Guhong Injection
may have hepatoprotective effects and anti-oxidant activity in liver injury.
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Table 1 Comparison of liver function indexes before and after treatment between the two groups

sk HRITHT JRIT 10 d YT 20 d
N
o LRI Xf HR 2 BLLIRYT UL popiikAi| BLIRITAH Xf HR 26
ALT(U/L) 311.78472.29 310.29+76.06 261.20+42. 200 265.96+37. 39 133. 04432, 88D 223. 84142, 24
AST(U/L) 208.24464. 90 210.28+66.53 193. 93453, 330 212.46+72.77 90. 464+25. 990 163.67437. 30
ALP(mmol/L) 169.25439.78 172.97446.63 154, 25437, 029 166.36441.75 116, 55432, 450 159. 14434, 24
TBiL(pmol/L) 51.18415. 60 50. 35+ 16. 68 43,5149, 83D 48.74+11. 66 36.914+11. 667 41.4149. 89
1« 5% B L #, D P<<0. 05
£ 2 T4 SOD. MDA BIFHIELEE (x£s)
Table 2 Comparison of SOD and MDA before and after treatment between the two groups
13 SOD(U/g) MDA (nmol/mg)
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IR H iHy7 10 d IRYT 20 d R Hi iRYT 10 d WRYT 20 d
BLIRITUL 40 62.74+11. 21 69. 7448, 940 80.3648.010 8.71+1.14 7.01£1.069 6.1240. 859
X AL 40 62.35+10.98 65.74+8. 26 76.11+7.19 8.81+1.16 7.9140.89 7.14%£0.79
5 IR A, D P<<0. 05
%* 3 W4 TNF-o.1L-6 ;AT RIF L& (x £ 5,ng/L)
Table 3 Comparison of TNF-a and IL-6 before and after treatment between the two groups
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X B4 40 8.27+1.98 7.90+1.47 6.11+0.89 60.96+6. 33 57.19+7.27 43.12+7.21
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