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[Abstract] Objective To explore the effects of Shenyan Kangfu Pian on plasma concentrations of
endothelin-1 (ET-1) , thrombomodulin (TM) and vascular endothelial growth factor (VEGF) in patients with
early diabetic nephropathy. Methods 96 patients with early diabetic nephropathy were randomly divided into
control group (n=48) and treatment group( n =48 Jaccording to a random number table. Patients in control group
were treated with routine drugs (aspirin tablet, 100 mg/d qd;atorvastatin tablet,20 mg/d qn;irbesartan tablet,
150 mg/d qd;oral hypoglycemic agents or insulin). Patients in treatment group were treated with Shenyan
Kangfu Pian (5 tablets, tid ) and routine drugs for 12 weeks. Plasma ET-1,TM and VEGF were measured with
enzyme linked immunosor-bent assay (ELISA ). Results The level of plasma ET-1,TM and VEGF in control
group were (58.1 = 15.2)ng/L, (77.4 +15.0) ng/L and(389.8 + 68.3) ng/L before treatment,and were also
decreased significantly after treatment [(36.5 + 9.3 )ng/L, (52.3 + 11.9) ng/L, (227.6 +45.9) ng/L,t=2.921,
2752, 2.818, P <0.01]. The level of plasma ET-1,TM and VEGF in treatment group were (57.3 = 14.4) ng/L,,
(78.4 £16.2) ng/L. and (386.5 +66.6) ng/L. before treatment,and were also decreased significantly after
treatment [(22.7 +7.6) ng/L,, (31.2 +8.7) ng/L, (157.1 + 38.2) ng/L, 1 =2.877,2.699,2.901, P<0.01]. The
level of plasma ET-1,TM, VEGF in treatment group were lower than those in control group after treatment (all
P<0.05). Conclusion Shenyan Kangfu Pian can improve vascular endothelial cell function by decreasing
the level of plasma ET-1,TM and VEGF in patients with early diabetic nephropathy.
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