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Abstract:

With the rapid development of society and changes in dietary habits, the incidence of hyperuricemia

(HUA) is increasing year by year. Insufficient uric acid excretion is a primary factor contributing to HUA.

Traditional Chinese medicine reduces uric acid levels by modulating uric acid reabsorption-related proteins
(URAT1, GLUT9, OAT4, OAT10), uric acid secretion-related proteins (ABCG2, OAT1, OAT2, OAT3, MRP4,
NPT1, NPT4) and other proteins, thereby alleviating HUA. This paper systematically reviews the research on

the improvement of HUA related transporters of flavonoids in traditional Chinese medicine, aiming to provide

theoretical support for the mechanism research, drug development and clinical application of flavonoids in the

prevention and treatment of HUA.
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URAT1: JRIRIH & #1241 (urate anion transporter 1); GLUT9: Hij%j#if4i2 & H9(glucose transporter 9); OAT1: HHLBA N FHizE A1
(organic anion transporter 1); ABCG2: =WFFERIRTF 454 18 5 H G2(ATP-binding cassette superfamily G member 2); MRP4: £ Zjiif 24 55 4
(multidrug resistance protein 4); NPT1: A4 % 8% #4128 & I 1(nicotinate phosphoribosyl transferase 1)
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YEREE A K. KRR AT IR AR DS H S50 15 P
KF, UHRFEARIRT 4.

2.2 EHEAEE

B A B B R R AL A Y R BB L —2R, B
TEBE A 2 AR GG 19367 LB R AR, HAP R,
PURBSE L MY E M. IR, E S Y
A, MR R DL RO R I S B A BT HUARIYE

WERTZAAETEBRE. FHE. B 3
K. MAE. Wi, SRS T, BRARL. Bt
HENEEN . BT, W R B R
HUA/NR B IE KRR WU JRZFEE K, Ffd
o ) B % i3 GLUTO %, B INABCG2
wEMPRE, MIINHEHUA /N B P PR ER ) 3K

o, FHAEHEH WY, FR, BHED. HE-E
MR-ZFEHE PO, NEEA YT g PN 2
TS5 ¥ 0] DA B AR v JR TR PR 158 v (14 i 375 JR R 7K T
HoE JRIRCH, S Thiends .

MR — R 2 A7 T, MoK, A
W A A R AR R S R R A A, B
PrEAL NPT 2 F BRI, AR, HUARLSRY
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