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Correlation study between the anti-ox-LDL antibody level and cytokine expression in patients with chronic kidney disease
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[ Abstract] Objective

patients with chronic kidney disease. Methods

(Department of Nephrology, County Hospital of Santai, Mianyang, Sichuan

To explore the relationship of the anti-ox-LDL antibody level and cytokine expression in
50 cases of patients with chronic kidney disease were enrolled,and 10
healthy people were selected as control group. The plasma levels of anti-ox-I.LDL antibody were detected. According to
the results, the patients with chronic kidney disease were divided into high titer group (anti-ox-LDL antibody=23
pg/mL.n=21) and low titer group (anti-ox-LDL antibody<C23 pg/mL,n=29). The gene expression levels of in-
flammatory cytokines (IFN-q,IFN-8,IFN-y,IL-6,1L-10 and IL-12) in each group were compared. Results Compa-
ring with control group.the levels of IFN-a,IFN-8 and IFN-7ysignificantly increased in both high titer group and low
titer group (P<C0. 05). The levels of 11.-6 and 11.-10 of low titer group were significantly higher than control group
(P<C0. 05) , however, those of high titer group were not significantly different from control group (P>0. 05). The
1L-12 levels of higher titer group and low titer group were significantly lower than that of control group (P<C0. 05).
Conclusion The increase of anti-ox-LLDL antibody in patients with chronic kidney disease related with the expression
of many inflammatory cytokines. The detection of anti-ox-LLDL antibody was important to understand the progression
of chronic kidney disease.
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