E AR I E ¥ 4% 2012 4 2 A % 33 %% 33 Int J Lab Med,February 2012, Vol. 33,No. 3 e 327

- ERRBTHR -
fr=iE ARk & SR R B LR S E KRR #5240 A8 58 i 1 /Y 72 I

FUNNE" SN ) PR - - 15 A S N
(. HF P ERAERF, 2 73005052, i 4 EARTERAERF  730050)

i E.BH KA PEmEFoRRSLSGEEER B LA IE(SIRS) 6 K R AR 7 IRHk &t ie 3 7075 1 40 % 0 . A
Wy b A O Rk G 7 SIRS /AR LR E. ik 40 AR SD KRAKMMS A 5 B(n=8), MM EHHE % 45 %
Mt SIRSAEAL R T A AT NSERRREDFFIRRER ., RRLHBH 3 KR AN X KREAR A H
CmpAERT, BR O RHFARERAS RN —EE LN B X8 KR SLLT-AOC, MDA [ % 25 4 iR B 49 34 3% b7 A T
NS 28 .42 2 £ 4t % & L (P>>0.05); £ 84 % SOD 5 GSH-px 9 24&F NS4 (P<0.05), it &M 5 &% v ok T4
i 3E B 3R ALK JJE 4 SIRS,

KBHR:AF KRR BEAIE; ROMPIGILF N

DOI:10. 3969 /5. issn. 1673-4130. 2012. 03. 032

XR: MEF IRk
XERARIRAD : A XEHS:1673-4130(2012)03-0327-02
Effect of Changduqing oral liquid on the proliferation of lymphocytes in modle rats with systemic inflammatory response syndrome
Liu Yuan' ,Chen Jinfan',Yang Yuhong, Du Mei**
(1. Department o f Clinical Laboratory, Traditional Chinese Medicine Hospital of Gansu Province, Lanzhou 730050 ,China;
2. Department of Clinical Laboratory . Architecture Sta f f-Worker Hospital of Gansu Province ,Gansu ,China)
Abstract: Objective To discuss the effect of Changduging oral liquid on the anti-oxidative ability and proliferation of lympho-
cytes in model rats with systemic inflammatory response syndrome(SIRS) to provide experimental evidence for the treatment of
SIRS. Methods 40 cases of healthy SD rats were randomly divided into five groups (8 cases for each group). Intraperitoneal injec-
tion of zymosan was performed to construct the model rats with SIRS. Control group and different experimental groups were trea-
ted with NS or different doses of Changduqing oral liquid by gavage. Rats were executed at the 3rd day after the last time for treat-
ment, and anti-oxidative ability and proliferation of lymphocytes were detected. Results General condition deterioration could be
demonstrated in both therapy group and model group. SI, T-AOC and MDA were increased with the augment of drug concentra-

tion, but without significant difference, compared with NS group (P>>0. 05). SOD and GSH-px of rats in experimental group were

significantly lower than those of rats in NS group(P<Z0. 05). Conclusion

immune function of rats to relief SIRS.
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