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[ Abstract] Objective To investigate the effects of growth differentiation factor 11 ( GDF11) on the
amount and function of endothelial progenitor cell(EPC) in diabetic rats. Methods Forty male Sprague-
Dawley (SD) rats were randomly divided into normal control group (n =10) and diabetic group (n =30) ac-
cording to random number method. All rats in diabetic group were injected with streptozotocin to establish di-
abetes model. After 12 weeks of modeling, 20 diabetic rats were then randomly divided into vehicle control
group and experimental group according to random number method. Rats in experimental group were intrap-
eritoneally injected with recombinant human GDF11 protein 0. 1 mg/kg for 14 days, and rats in vehicle con-
trol group were treated with an equivalent volume of phosphate buffered saline. After 14 days, the blood from
abdominal aorta were collected to detect the number of EPC by flow cytometry. EPCs from the femur and tibi-
a bone marrow were isolated to assess the migration and tube formation function of EPCs by Transwell cham-
ber assay. Results Compared with normal control group, both the number of EPC (1=4.823, P <0.01)
and the migration and tube formation ability were decreased (¢ = —15.236, —=7.005, all P <0.01) in vehi-
cle control group. Compared with vehicle control group, the number of EPC (1 =2.784, P <0.05) as well
as the migration ability and tube formation ability were increased in experimental group (¢ = —-7.066,
-6.296, all P<0.01). Conclusion GDFI1 can mobilize peripheral blood EPC in diabetic rats and en-
hance the migration and tube formation abilities of EPC.
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