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[ABSTRACT]

Hyperuricemia is a metabolic disease caused by increased production of uric acid (UA) and/or de-

creased excretion of UA, characterized by an increase of blood UA. Hyperuricemia may develop into gout. In recent

years, there is increasing evidence that hyperuricemia is an independent risk factor for some common chronic diseases, in-

cluding hypertension, chronic kidney disease, and type 2 diabetes. At present, the relationship between hyperuricemia

and these diseases is unclear, and clinical used UA-lowering drugs also have defects such as liver and kidney toxicity. In

order to further study hyperuricemia and evaluate the efficacy of therapeutic drugs, it is necessary to establish an ideal hy-

peruricemia model. This review summarizes the in vitro and in vivo models of hyperuricemia. Among them, the in vivo

models use rodents as model animals, which are mainly divided into 2 categories: genetic modification models and chemi-

cal induction models. In addition, this review also briefly summarizes the status and progress of UA-lowering drugs.
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1R R %% 32 14 1 (urate transporter 1, URAT1) N5,
Hor URAT1 335 Talr s/ NE b B2 4 45 e, 76
PRI A B RS R 32 AR T i i m] e i e
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type 1, NPTI/L TU s/ NG b 5 A A s £, /v
IR HEME . ATP 4545 & G WA EIK 51 2 (ATP-
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Figure 1. The production and excretion of uric acid.
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FUIRTR o TERI, IR IR A AR 2 R 5y B M e A%
WERZ A TR (AMP) - B -JULHE -0 B 5y - B B - DR R
0 IR PR L A S5 2 T 5 R AR A PR R K F- T
1o o PRIV 7 R WA WA TR A AR e % T ) 1 FH I i A
T AMP 5[] Fsf i I A R 8 18 A 23 8 XO AL
2,8- " FR LR IES (2, 8-dihydroxyadenine, DHOA) ,
DHOA B TK , Ho & i 2 SR B /hE =
FOE R R, BRERS 25 E gl T T ST MR
B DI RE B AR R IS UE S, R N RS B



+ 1288 -
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Hn ik 2 (sodium—glucose cotransporter 2, SGLT2)
K VR AT A5 /N A X A 2 A 1 R IR AL
K W R A B A AR B P IR A TR, TR
LA R R AR 1 22 TSR AR A AR, A
it J S R AT 5 RS PR R K A TR o DA T 2
A s R R SR A S R ORE S 4 v il v R
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