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[Abstract] Objective To observe the effect of emodin on AMPKal/TLR4 /p65 signaling pathway in diabetic ne—
phropathy( DN) mice. Methods DN models were built by SPF male KK — Ay mice after 3 weeks of high fat diet induction.
30 KK - Ay mice models were randomly divided into five groups respectively model group positive drug group high medium
and low dose emodin groups with 6 mice in each group. Another 6 male C57BL/6] mice were set as the normal group. After
grouping one mouse died in the low dose emodin group due to misoperation. The normal group and the model group were

given deionized water 10 ml/( kg * d) ; the positive drug group was given valsartan 13.33 mg/( kg * d) ; and the high me—
dium and low dose emodin groups were given emodin 13.33 mg/( kg * d) 6.67 mg/( kg * d) and 3.33 mg/( kg * d)
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respectively. The mice in all groups were given intragastric administration once a day for 12 weeks. Serum and kidney tissue
samples were collected. The mRNA levels of AMPKal TLR4 p65 IL -6 and IL — 18 in kidney tissue were detected by
RT - PCR the expressions of AMPKal and p65 in kidney tissue were detected by Western blot and immunohistochemis—
try and the expressions of IL — 6 and IL — 18 in serum were detected by ELISA. Results Compared with the normal
group mRNA level and protein expression level of AMPKal in the model group significantly decreased( P <0.01) ; mRNA
expression level of TLR4 significantly increased( P <0.01) ; and mRNA and protein expression levels of p65 IL -6 IL -

18 significantly increased( P <0.01) . Compared with the model group AMPKal mRNA and protein expression levels were
up - regulated in each drug group( P <0.01 P <0.05) ; TLR4 p65 IL -6 IL —18 mRNA and protein transcription levels
were down — regulated significantly in each drug group( P <0.01 P <0.05) . Conclusion Emodin can reduce the expres—
sion of pro — inflammatory factors such as IL — 6 and IL — 18 and alleviate DN immune inflammatory damage which may be
related to up — regulation of AMPKal activity inhibition of TLR4/p65 signaling pathway and reduction of downstream in—
flammatory factors release.
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