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Study on mechanisms of AT1 receptor autoantibodies for regulating renal tissue endoplasmic reticulum
stress in diabetic nephropathy onset”
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[ Abstract] Objective To study the mechanisms of ATI1 receptor autoantibodies (AT1-AA) for regula-
ting renal tissue endoplasmic reticulum stress induced rat diabetic nephropathy. Methods The diabetic ne-
phropathy model was established as experimental group, and the normal rats were selected as the control
group. Normal rats were injected with AT1-AA intravenously as ATI1-AA group. The expression of ATI-AA
in rat serum was detected by ELISA. The HE staining was used to observe the renal tissue changes of the rats
of three group. The expressions of glucose-regulated protein-78 (GRP78) and CCAAT/enhancer protein hom-
olog protein (CHOP) expression levels in renal tissues of each group were detected by western blot. Results
The expression levels of FBG,KHI, TGF-B1 and IGF-1 of experimental group were higher than those in con-
trol group (P<C0.01) ,and the rat diabetic nephropathy were successfully modeled. At the same time, the lev-
els of FBG,KHI, TGF-81 and IGF-1 of experimental group increased compared with those in the control group
(P<C0.01). The expression levels of GRP78 and CHOP in experimental group and AT 1-AA group were significantly
higher than those in normal rat renal tissues,and the differences were statistically significant (P<Z0. 01). Conclusion
AT 1-AA in diabetic individuals could increase the renal endoplasmic reticulum stress by regulating GRP78 and CHOP
signaling pathways,there by inducing the development of diabetic nephropathy.
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