432 Chinese Journal of Clinical Medicine, 2019, Vol. 26, No. 3 FEIGKES: 201946 H 2 26% 3l

DOI:10. 12025/j. issn. 1008-6358. 2019. 20190278 ° ‘i!(} % :

ESEXMDGREBFS/NEIAETRGIFRPIER

WRE", A AN, FORM, FAR, SRRV, F WY, KRRV, R
1. BB REHE I E BRI, 1 200032

2. LMt BB E S, B 200032

3. BRRFHE L EBE A, LiF 200032

[(AE] 8« TS TS RRIIE S/ B EH P AOFE ROl RERVE FILE] . & o METE CS7 /NRBEBL Y Ny 4
L 0 PR SR AR BRI o 0 e A T A R 2 S T SRR RS /N Bl A AR AR AR R T R
FR R B A e e MR TR 10 mg/kg A1 100 mg/kg B . 3 d JE WCHE /D BRI K 00 B DO RE . B IEZH 4T HAE e,
TUNEL %+ fl Western ELI AR . 45 R o B DIREAIN & BN, 55 6F BEAHAH L L 4SS 21 /0 Bt JULT L PR 28 0 S8 b T T v 79 ot
HHIGIT G P B T (P<<0. 05) . H-E G (g5 RARH] AR/ UE /NS FIE /N 18] BT 259 5K bk 8 40 g W] R 3R 00 . 5
R REBEETT L /N BUB /N R /N 8] BT 5K % ik B2 A i 3R 9 820 . TUNEL B F1 Western BB Z5 3R g7, 5 %) 2 AH
FU L ASE TR 2 /I S 00 A0 B S o g R0 B IR T S A R 1 S ek (P<20. 05) o g e s A AT J A U /N B
P 240 Y 0 R T SR AR IR T ) SR B B

[REIR] B BYREIR: SR

[FESES] R692.5; R-332 [szmkin&ER] A

Protective effect of baicalin on acute kidney injury induced by aristolochic acid in mice
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[Abstract| Objective: To explore the effect of baicalin on acute kidney injury induced by aristolochic acid in mice and
the underlying mechanism. Methods: The C57 male mice were randomly divided into four groups: control group, model group,
low-dose baicalin group, and high-dose baicalin group. For the model group. acute kidney injury model was established by
intraperitoneal injection of aristolochic acid, and the low-dose baicalin and high-dose baicalin group were intraperitoneally
injected with 10 mg/kg and 100 mg/kg baicalin, respectively. After 3 days, mouse serum was collected to detect renal
function, and renal tissues were analyzed by H-E staining, TUNEL staining, and Western blotting. Results; Renal function
results showed that, compared with the control group, serum creatinine and urea nitrogen in the model group increased
significantly and decreased after treatment with high-dose baicalin (P<C0. 05). H-E staining showed that renal tubules and
tubulointerstitium in the model group were significantly expanded and lymphocytes infiltrated, while the renal tubules and
tubulointerstitium in the high dose baicalin group were significantly dilated and lymphocytes infiltrated. TUNEL staining and
Western blotting results revealed that renal cell apoptosis was significantly increased in the model group compared with the
control group, but significantly reduced after high-dose baicalin treatment (P<Z0. 05). Conclusions: Baicalin can alleviate acute

kidney injury induced by aristolochic acid through reducing renal cell apoptosis.
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