$F47% FE 28 2024528 %K"‘iﬂ'{ﬁti Drug Evaluation Research ~ Vol. 47 No.2 February 2024 - 401 -

€T
5N b Ry SRS S B T S S B AL B B SO R

Bttt 2 BRI S0, BN, I, Bl
LSNP EE 2R 2 SERRIE 2B VAR BT, S0 StBH 550000

2. ML R 2y R AR (L SR IR =, B BEBH 550000
3BT MR R RS "NESERT, T SRFH 550000

OB RNHARYGBR AT YN AR LR 5] uiﬂ&}ﬁ‘rétl‘xﬂfﬁﬁé&fws#ﬁﬂ@%r PR 9 B OR T SLAS R B 5 B
EUR T3 PE B o B SRR R U S MR AR 05 3 o /N8, T X B O E At 4 4R A T R R B W 2 P B R Ve . Rk, i
ANE LR Al A LB S AR R 3R R RN D SR ER T, z'% YOS TR LR FERF SV B B MRV 0 G B . IS A0 B/
ERNE AR TN CE, HS 5/ NS R MR TR IEME QA R0E . @058 5 R TS NE T
THERALE, DU N T G T 5 SR B B R SR A

X SRR DRRRL SRRIREN: AVHEFREER: BEM T

FESZS: R969.1, R969.3 NEKAREE: A YEHS: 1674-6376 (2024) 02-0401-08

DOI: 10.7501/j.issn.1674-6376.2024.02.022

Advances in mechanism of specific transport of aristolochic acid in renal
tubular epithelial cells

YANG Xinyi"?, HUANG Chunhua"**, LI Xiaofen"*?, TANG Haiming"*®, LOU Didong"*>*
1. Department of Forensic Medicine, Guizhou University of Chinese Medicine, Guiyang 550000, China

2. Guizhou Provincial Key Laboratory of Forensic Medicine Toxicology, Guiyang 550000, China

3. Guizhou University of Traditional Chinese Medicine Forensic Institute, Guiyang 550000, China

Abstract: Acute and chronic nephritis characterised by progressive interstitial fibrosis caused by ingestion of aristolochic acid I
through misapplication or dietary contamination is known as aristolochic acid nephropathy or Balkan endemic nephropathy.
Aristolochic acid I specifically damages the proximal tubules, while it does not show any significant direct damaging effect on other
tissue cells of the kidney. Therefore, the specific uptake of aristolochic acid I by proximal tubular epithelial cells via organic anionic
proteins 1 and 3 is the key to the specific nephrotoxic effects of aristolochic acid I. The mechanism of renal tubular uptake of
aristolochic acid I has been clarified in recent years, but the proteins involved in its transport on the apical side of renal tubular
epithelial cells have rarely been reported. By reviewing the mechanism of aristolochic acid I elimination in renal tubules, we hope to
provide new targets for the prevention and treatment of aristolochic acid nephropathy.
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Fig.1 Schematic diagram of proximal tubular excretion
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Fig.2 Metabolic reactions of AAI in proximal tubular epithelial cells
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