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The Effect of KI on XIAP Expression and Apoptosis of Hk - 2 cells Affected by Lead
LIU Dong, ZHOU Cui - feng,, JIANG Yun - sheng , et al

( Department of Nephropathy , the Second Affiliated Hospital of Xiangya , School of Medical , the Central South University, Changsha410013, Hu-
nan, China

ABSTRACT Objective: To study effect of KI on the XIAP expression and apoptosis of Hk — 2 cells affected by lead, and to explore the po-
tential mechanism of KI to cure lead — induced renal tubular damage. Methods: Expression of XIAP and apoptosis status of the HK — 2 cells &f-
fected by lead(group A) and controls(group B) were detected by flow cytometry. Results: Expression of XIAP in group A was lower than that in
group B (p<0.05), KI could weaken the above change(p<0.05); at the same time, apoptosis rate was higher in group A than in group B(p
<0.05), KI could depress the lead — induced apoptosis(p < 0.05). Conclusion: KI might cure the lead — induced damage by raising the ex-

pression of XIAP in HK - 2 cells affected by lead, and cut down apoptosis rate.
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Figure 1: protein expression of Xiap: N was negative control; C was blank con-
trol; a was the group incubated with 10umol/] lead acetate; b was the group in-
cubated with 20umol/] lead acetate; c was the group incubated with SQumol/}
lead acetate. Green: KI group; Red: Kl plus Interference group
2.2 MoN

LA 5 g, W TS e B RO E AR, A KT
B, MR RN RAREHREE. RR—.

M1 XIAPEAMESMTRM
Table 1 Protein Expression of Xiap and Apoptosis
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the group without treatment but added antibody was blank control. Protein
Expression of Xiap was detected by flow cytometry; the fluorescence intensity
should subtracted the fluorescence intensity of fluorescence negative control, * p
<0.05," “p<0.05.
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