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Effect of Cyclosporin A and Tacrolimus on Blood Glucose in
Kidney Transplant Recipients with Type 1 Diabetes
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Abstract: Objective To observe the effect of cyclosporine A(CsA) and tacrolimus ( FK506) on blood glucose in
kidney transplant recipients with type 1 Diabetes, thereby for kidney transplant recipients with type 1 Diabetes, providing a
reference for the rational selection ofimmunosuppressants in the early stage of renal post-transplantation. Methods A
prospective study for 6 months was conducted in 40 kidney transplant recipients with type 1 Diabetes,who were randomly di-
vided into CsA group (n=20) and FK506 group(n =20). CsA group was treated with CsA based immunosuppression,
whereas FK506 group was treated with FK506 based immunosuppression after renal allotransplantation. Fasting blood glu-
cose( FBG) and glycosylated hemoglobin (HbAlc) of each recipient using insulin was normal before operation, and the
scheme of decreasing blood glucose before operation was the same as the one after operation. ~ Results There were 3 pa-
tients in CsA group and 4 patients in FK506 group that withdrawed from the study. FBG,HbAlc in CsA group and FK506
group gradually increased after operation. In CsA group,FBG in the 6th month of postoperation significantly increased (P <
0. 05) compared to that of preoperation,while HbAlc did not significantly increased ( P > 0. 05) after operation. In FK506
group,FBG in the 3th and 6th month of postoperation significantly increased ( P <0. 05 ) compared to that of preoperation,
and HbAlc in the 6th month of postoperation significantly increased ( P <0.05) compared to that of preoperation. FBG in
FK506 group in the 3th and 6th month of postoperation was significantly higher (P < 0. 05) than that in CsA group, and

Yrs B #3:2013 - 04 - 07
TEE R I, Bt FIREIW  BF5E )5 1) . R4 48, E-mail ; gianyihaojn@ sina. com. il TRAE & BRBHHE , A1 YR, BF 95 07 0] . WA IR R G050 , E-
mail ; y1655@ 163. com.



THEFHFLE04F1AFRL2EFE 1LY

71

HbAlc in FK506 group in the 6th month of postoperation was significantly higher( P <0.05) than that in CsA group.

Conclusion FK506 is more prone than CsA to increase blood glucose of kidney transplant recipients with type 1 diabetes

in the early stage of renal post-transplantation.
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F14) AR 722 A R ORI R 7 o AT P R 5% 2005 a4 o)
ZIER S MR 2SS ERRER T Z 5K
HIAHE . BRMARSE, CsA B GA 1 IR & Ry K
4 mg/kg,FK506 AYALHH IR 95K 0.1 mg/kg,
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