shE T

chER B HET

\ hEAIM, H5., SR HEET
g CA, EBSCO, WPRIM, UPD, CMCCSUR

R ZIE YT T AR IR MLAE P B R APV PR Tk PR

B, B&, FER, WNE, WNEF

Advances in reno-protective effects of Traditional Chinese Medicine in the treatment of hyperuricemia
ZHOU Xiaoting, DUAN Yu, LI Xingyuan, LIU Qin, LIU Aijun

TELEHE View online: http://yxsj.smmu.edu.cn/cn/article/doi/10.12206/}.issn.2097-2024.202507029

L] RERGBR A HAN SO

Articles you may be interested in

— R 2545 WA ANITIZ 559/ BUIBT T IR AR5 A3 i DR P S
The protective effect of a traditional chinese medicine composition on ANIT induced liver injury in mice with cholestasis

22 s 5 S5 2024, 42(12): 508-511, 519 DOL: 10.12206/j.issn.2097-2024.202305008

T2 SRR AT 75 A S AR RIRLRI ISt

Progress on active components and mechanisms of Traditional Chinese Medicine in the prevention and treatment of acute lung injury

25259 5 IR S5 2025, 43(9): 421-426, 474 DOI: 10.12206/).issn.2097-2024.202404079

24 A T R PRI 2 A B LIS J
Research progress on the role and mechanism of Traditional Chinese Medicine in preventing and treating influenza virus pneumonia

225 5 R S5 . 2025, 43(11): 540-547  DOI: 10.12206/j.issn.2097-2024.202402033

AR 2 BEAE RISt

Research progress on the pharmacological effects of maslinic acid

2R 5 RS . 2024, 42(5): 185-189  DOI: 10.12206/.issn.2097-2024.202307052

T B LR 7 B £ IO A 7 4 2 ) P 1 BRI B IS

Protective effect and mechanisms of neostigmine in combination with anisodamine against pulmonary oxygen toxicity

2R 5 IR S5 . 2024, 42(10): 433-438, 444 DOI: 10.12206/j.issn.2097-2024.202310049

h2hi 2 s

Research progress on Sophora Flavescens of traditional Chinese medicine

e SR 5 RS 2025, 43(4): 156-162  DOI: 10.12206/j.issn.2097-2024.202406053



http://yxsj.smmu.edu.cn/cn/article/doi/10.12206/j.issn.2097-2024.202507029
http://yxsj.smmu.edu.cn/cn/article/doi/10.12206/j.issn.2097-2024.202305008
http://yxsj.smmu.edu.cn/cn/article/doi/10.12206/j.issn.2097-2024.202305008
http://yxsj.smmu.edu.cn/cn/article/doi/10.12206/j.issn.2097-2024.202404079
http://yxsj.smmu.edu.cn/cn/article/doi/10.12206/j.issn.2097-2024.202404079
http://yxsj.smmu.edu.cn/cn/article/doi/10.12206/j.issn.2097-2024.202402033
http://yxsj.smmu.edu.cn/cn/article/doi/10.12206/j.issn.2097-2024.202402033
http://yxsj.smmu.edu.cn/cn/article/doi/10.12206/j.issn.2097-2024.202307052
http://yxsj.smmu.edu.cn/cn/article/doi/10.12206/j.issn.2097-2024.202307052
http://yxsj.smmu.edu.cn/cn/article/doi/10.12206/j.issn.2097-2024.202310049
http://yxsj.smmu.edu.cn/cn/article/doi/10.12206/j.issn.2097-2024.202310049
http://yxsj.smmu.edu.cn/cn/article/doi/10.12206/j.issn.2097-2024.202406053
http://yxsj.smmu.edu.cn/cn/article/doi/10.12206/j.issn.2097-2024.202406053

RS SRS 2026 4EX A 25 H 44 X
J Pharm Pract Serv, Vol. 44, No. X, xxx 25, 2026 1

PZiafr s RERMERN S RIPIERTRER

JER & H AR, R R 1 FED (LN E A, IR PG 250355, 2. P EZ A, i
201203; 3. L ifg B 24 K= f s & BH TR PE R 45 & B B 2524 iF 52 %5, 1§ 200437)

[HZE] S IRERIMAE (hyperuricemia, HUA ) J& —Fi i UL ARIHZERL B, 10 10075 PR R T o ) 2338 PR R AH DG HE B
DIREM o SO HAT B PR IR B B A VR R v 25 52 D7 CAnDa b i, 98 U T 45 ) B 2 SR 2 (L5 A i . B2 . 2
WEISEE) AT T 19, X BEAE ML IE T R LA, WFGIHYT IR, 12 1 (OAT3. URATL. GLUTY 45)HLiil; M &
P O A (P95 NF-«B 85 HH G5 538 1% ) 5 H0 40T 0 38 (IR T SR AR T REAH SC #%, AR SEHT S AL 25 5 ; Wi/ B 4 4k Ak
(PI3K/AKT 25 A iK% ), oot B 20 4403, TR BB v HUA P05 00 H A . B RTAH SRS AR e 1 P AL i A 52 42
IR TT TR AS LSRR, PR, ARARWFFE R IR ASZ I T B 25508, 28 BRI R IR IR 5 W O 4P i/ FHAIL ) R FH v
71, 2 HUA BRI T S R Y SR BR AT 125

[RSEA] S IRERIMAE; B0 BRI BEIRIR; IR 12 E

[CEBHE]  2097-2024(2026)00-0001-06 [DOI] 10.12206/j.issn.2097-2024.202507029

Advances in reno-protective effects of Traditional Chinese Medicine in the

treatment of hyperuricemia

ZHOU Xiaoting'®, DUAN Yu', LI Xingyuan', LIU Qin*?, LIU Aijun'*(1. School of Pharmacy, Shandong University of Traditional
Chinese Medicine, Jinan 250355, China; 2. School of Pharmacy, Shanghai University of Traditional Chinese Medicine, Shanghai
201203, China; 3. Department of Pharmacy Research, Yueyang Hospital of Integrated Chinese and Western Medicine, Shanghai
University of Traditional Chinese Medicine, Shanghai 200437, China)

[Abstract] Hyperuricemia (HUA) is a common metabolic disorder characterized by persistently elevated serum uric acid
levels, leading to uric acid-related renal injury through complex mechanisms involving inflammation, oxidative stress, and fibrosis.
Key Traditional Chinese Medicine (TCM) formulas (e.g., Simiao Powder, Tongfengning) and individual herbal compounds
(alkaloids, flavonoids, polysaccharides) with urate-lowering and renal protective properties were systematically summarized,
including their mechanisms of regulating uric acid transporters (OAT3, URATI1, GLUT9), inhibiting inflammatory responses (via
NF-kB signaling), reducing oxidative stress (via mitochondrial pathways and antioxidant enzyme enhancement), and attenuating
renal fibrosis (via PI3K/AKT signaling). The challenges of current studies mainly focus on unclear mechanisms of action and
insufficient clinical research. Future research may further explore TCM resources, clarify dual-action mechanisms of urate reduction
and renal protection, and identify new therapeutic strategies for hyperuricemia-related renal injury.
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