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Introduction: Many studies show TLR signaling and renin angiotensin system (RAS) respectively are important
role inflammation and fibrosis of obstructed kidney. However, there are little study of relationship between RAS
and TLR signaling in obstructed kidney. We evaluated that inhibition of RAS may modulate TLR2 and TRL4 and
its ligands and renal inflammation and fibrosis.

Methods: We use unilateral ureteral obstruction (UUO) model and female C57BI/6 mice weigh 25 28g which were
divided into 4 groups; sham group, enalapril treated sham group, UUO group, and enalapril treated UUO group.
Enalapril, angiotensin converting enzyme inhibitor was administrated via drinking water (100 mg/L) 1 day before
sham and UUQO operation and continued until harvest of kidneys 5 days after operation. We performed realtime
RT PCR and immunohistochemistry for molecular study and H&E stain and Masson trichrome (MT) stain for
histological examination.

Results: The levels of mMRNA expression of TLR2, TLR4, Myd88, renin, renin receptor in UUO kidneys were signifi-
cantly increased compared to sham operated group (all, p<0.05). The mRNA levels of TLR2, TLR4 and Myd88 of
enalapril treated UUO group were significantly lower than those of control UUO group (all, p<0.05). The renal
mRNA expressions of TNF—, MCP—1, TGF—, and —SMA in enalapril treated UUO group (p<0.05) were significantly
lower than those of control UUO group. Enalapril also significantly reduced number of CD68 positive cell, MT
stained area, and immunostained area of TGF— and —SMA in UUO kidneys (p<0.05).

Conclusins: Enalapril attenuated renal inflammation and fibrosis in obstructed kidney via both inhibition of RAS
and reducingTLR 2 and TLR4.
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