ENEBE1IHY 202681 H PR T LYY 3 Drugs & Clinic Vol. 41 No.1 January 2026 « 207 »

HRERME B A HEXE RN THIMRER

RYVA FEP), AR, EHE
FRE AR AL AR R B ESE R AT KRBT EY 50 FREESE SR, KE 300192

O QBB R A EEN R W RAE, TR SEUBME E R RIS, SEERUEN R BA ZEEME, Wi T %
SERN . EAL RO, AN AR B BRECSZ AR, SZARAREVEFE QB 1. R, R, 4iE T
AR TS AR SCAN (S S Im B A . LR BB R AE . RIBMHCMANR S SIBM S, a7 S B0 16 T A CH &
B O RHAN PR R, DN S BB 00 808 T SR AL K A R SR

KR NPTV BB SRR EACSIEG AR AR A BREE AR, AR TR R E M 1
PO DR L3 RS AU T, dnpssT

FEZES: R965; RI83 MHEFRERD: A
DOI: 10.7501/j.issn.1674-5515.2026.01.034

XEHmS: 1674 - 5515(2026)01 - 0207 - 08

Research progress on small molecule drugs targeting on acute kidney injury
related targets

ZHAO Yixi, WANG Yinchuan, WEI Huiqiang, LI Yiliang
Tianjin Key Laboratory of Radiation Medicine and Molecular Nuclear Medicine, Institute of Radiation Medicine, Peking Union
Medical College & Chinese Academy of Medical Sciences, Tianjin 300192, China

Abstract: Acute kidney injury is a common complication of critical illness and may lead to chronic kidney disease or end-stage renal
disease. The occurrence of acute kidney injury is multifactorial. These factors include inflammatory response, oxidative stress, cellular
metabolism, cell cycle regulation, enzyme-linked receptors, receptor interacting protein kinase 1, endoplasmic reticulum stress,
epigenetic modifications, cell apoptosis, cell pyroptosis, and other related cellular signaling pathways and targets. This article classifies
the cellular signaling pathways associated with the occurrence and progression of acute kidney injury, summarizes research progress
in target proteins for acute kidney injury treatment and their related small-molecule drugs, aiming to provide new perspectives and
strategies for the effective treatment of acute kidney injury.
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Fig.1 Structure of remdesivir
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24 HERIEKRE

o2-'8 IR ERBESZ ARSI EFEE (B 6)
55 SKQU1 AHBL, 35 fie e i 0 1) 2 ) T (R 47 e L 98
R E M. R - AR EAE TN
HEK293T A fatifid, 24 RNA-seq 73 H
KBERL LGRS A &R 4 (ACSL4) ST AR
i S IR DG, A FEFRIK E X 2 B B ey E
RIJE A P ACSL4 FRIEIG ISP . B i 7
HEFHFI/NR B EHEEE T, FARHET 30 min.
P ITURIS 73K ip 4 BFEIKE 50 pg/keg BEA K
FEAIC BUN A1 SCr i, XI'EEBA R EN. 1k,
ACSL4 545 S FRIK € 2 8] (P44 FH A2 AH B, A
H a2-'8 F IR R AESZ RN 5L ACSLA it K ik 2xFH
WA 2 FRIK S X SOE R SRR A T AR R, R
IR B 745 SR FERK e IR T HE A8 ACSLAl,

HN/\
N

6 AEFEREHEHN

Fig. 6 Structure of dexmedetomidine
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Fig. 9 Structure of apilimod
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Fig. 12 Structure of dabrafenib
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Fig. 14 Structure of PPBICA
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