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Abstract

Hyperuricemia is a common clinical metabolic disorder. Relevant studies indicate that primary
hyperuricemia and gout belong to the category of genetic diseases, such as phosphoribose pyro-
phosphate synthase (PRPS) in uric acid synthesis, hypoxanthine guanine phosphoribosetransfe-
rase (HGPRT) and ABCG2 genes in uric acid excretion. The analysis of the gene of the disease pro-
vides a reference for efficient clinical treatment.

SEAERE

XEF A SkE, Rk, TR, BE S, RM, BRIET, RTHE, KR, B2, Rk M m RER MLE R A
FFEIR S IR FE ). EE 2412 0T, 2022, 12(1): 13-16. DOI: 10.12677/md.2022.121003


http://www.hanspub.org/journal/md
https://doi.org/10.12677/md.2022.121003
https://doi.org/10.12677/md.2022.121003
http://www.hanspub.org

Keywords

Hyperuricemia, Gout, Primary, Genetics, Review

Copyright © 2022 by author(s) and Hans Publishers Inc.
This work is licensed under the Creative Commons Attribution International License (CC BY 4.0).
http://creativecommons.org/licenses/by/4.0/

1. 518

P GBI IR L 3844 00T PR R AR R T 1 25 ik DR B A % PR DR BRI Ik i AT A X 25 L a1l
i pRER T, Herh S5 S B A RPN R IRIR R 45, 51 R SR SORE SO, 00 5 45 B g i ey
o S PRER RV T B BN 2t RS URE B o AR SRRIT U HA 1] [2], 8 A% of 4 SR A P vt PR R MILE K% 7 X
i 60%, Hi—ZRIGIEIERS S5, 705 8 JREACHHHEM UL SO B 5 JOME P RHE R, X, A
W22 05 T FEIT 12 45 20 b, IR T

2. EREEEMARER
2.1. PRPS

Kelley WN [3] [4] [S15:0F A #INA, IR AZ R AL IR 75 i (PRPS) A& iR 2 P o PR IR B2 I X B 22
Gy EFER . Horh SRR AL S ATP # PRPS {445 A= Bk 5-F R 1% ¥ -1- 5 5 R (RPPP), ADP L CDP k%
SAIZRIETE . — B PRPS IR A NIAN 452 GDP 5t ADP S tidih], L2 4s RPPP I 4R
[FIFRRE T, WM AL T R AR Pt 2 DRI I N, 3 RO A% IR 2 e = ) R B3 . — ARl L3l PRPS
BRG] PRPS1. PRPS2. PRPS3 =ANm AR, Hr PRPS1. PRPS2 &/t H AL HAR
ILRHIE, PRPS3 HLFALLE 5204 B RIA R

2.2. HGPRT

HIFETT 61 L N, IRB RN SR BRI B o ME(HGPRT) 2 5 JRIR & ) ) IR L] NG
DR BGOSR S B BEREAT ARG R NSRS LR A BT Z A E . HGPRT ZhagRLRE A
WL A1 55 LN 73 ol e AL N E S IR 5 S IR, 8 X R R A% W AR IR (PRPP) £ A 1-28 2 -5- W IR A% W T2 7
P, A RIS R E R S GRS o 2RI 2 ) HGPRT PRIk RISk AR B S P A
Prgss, HEERER. BN 2P HIR S & H IR 1A R > TN PRI L, SR TR IR IRIR L
1R v PR IR MLAE o

2.3. GSTs

WiR[7] [BIE W A H WA, A H KA R (GSTS) & 5 RIR & Ll 5 & FE K . GSTs /& Nk N B A i
TFUIREMI R PR EE Y], RS YRR GSTs AR R RS M AT &, i 18 ) 5 IR LB 4 (it IR
BRI P NADPH, IR fkig i S-WERRAZ AR A s AW 0 ) [/ i 2 78 S A v 2R K S-WE R A £
PEIR, S-MREM AL T IR A DR AW - - FR W I AR ks 36 ORI AU 1 SR IR -

3. SREHAXER

JER M PRI ILAE T, PRIRHEM 70 4 90% /A . — MR IR HE LI o ' JFk i P A0 i T o 5 5 K
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@A . AT R BONE EAOHIRRIEAE, ZRRRE R EIT 70% 2 4 PRI . 24 JUE HE I IR ) £ ek
M PRERHRME, & ROLRIR T e, 51 R0 R

3.1. ABCG2

FHERE[9] [10]5E A Fi W, ABCG2 = RI7E JRIR HRH o 4% H 2E/E H - i ABCG ZE[KIRIZ GWAS
BRI ) — Rl 52 R IR 8, AR AR AR B /N LR i AP /N L R 4 B ok 2 41 4 i i L
A RERIE. ZFENAEFEN ATP 45 A8 EH. ABCG2 fEUT 1 /NE Rk AL 01 5T B /INE FRIR 7
WETH . EAMERT TR, MIRFRS ABCG E:RGH B&ELR. Bt 5 M KU 1 DAN Wl /57 DL &
%} ABCG2 R HisfE 2 51 Q141K. VI2M. Q126X #HTY e/ A, A 70%7% A I KB H A AR H
TR ABCG2 ThAgREHS, iR AL LR ABCG2. 141K, 126X Z5ILNAE B KSR, FrLAfEdE
9 KRR IS} ] 2% ABCG2 ThRERERSFESE .

3.2. URAT1

FRE[LL] [12)55 0 FeF 4R t, PRIRE 5 F (URATL) & B I — FrBUN R R IR IRER e i B . )
J 23 5% IR R /KPR 5 520 o A I BE AT U W URATL ) mRNA R b ik . 4 G e 4l Ak i 5,
TE B Rz 530 S /N 1R L e 4 A s I X R AEAE URATL, 808 R IR AE i fi /N . b URATL 7EAN
ZMER B AP E T A ATEHLITES 134T A8 # ik B b/ 843 W A EE R WSOR R H o (8 B R
FEAEIN TV J&8 51 BE2H i AN URATLCDNA K3, JRIZ #hia i AR IAA R, B B 2 A JRIR #h %
EYhE. FRERRRSUZ P IEANL EA G URATL & A4 HCE TR BRI Eh s b, RIFEI% g
JRAZNAMEAE R E BB ER, k2, & URATL & ARG s m WA S 7 i3 eAr . il
o FIR AR, URATL R & mnkBtEieic & 3R 5 @B s . URATL &/ [l vh IR AT A 9]
BT AHE ARG, B /INER B 1) R BRIEEAT — IR

4. SREBXRBAER

30 [13] [14] [L51556 0 Fu A A, Ji R i v AR IR LT A 9 A5 98 i 6 [R F NLRP3 5 ¢ o H 1 NLPR3
AR AW ASC/IPYCARD. NLRP3. capase-1 2. =& —FZEAZ A, Ll =Fh /e e m A
SEIRIIE R, TR IRE R A A5 BRI 5 rT 0K H & RRERN, 51R SRR 4. T4
K, I REETEAIE FT R O 18] RBERD MSU e[ 300 NLRP3, [ 4 AT 7T 22 42 i (8 41 U8R (BRSSP b
R, SIS FRAESAE A, N 4T NLRP3 405 2 I8 i IR R T s, S8R M
IL-18 J2 IL-18 Zrihdi %, SIRANMISRE SN . SR 1T JRIER JCi%iE i NLPRL J8RE/MARE IS, AR, 1
AR, KR ILYH M 2 PR e B m VA M R BR T A2 2045 4%, 51 R #0E

R, JE R R R R INURE B8 A — b 22 DR T A5 2 s, b R R PR XU A% 5 i P B — R 51 5
5598 R G ISR R AR, o SR R R BUAR S 52 2 2 AN RIS AL . BRSSE IR 2 S A DG FH B2 I, 3 i JR
3 AIURE 598 R R« R AL BIE T A7 A A FEE o AN SC A 45 B 75 I 17 At e I TR IR DA B0 IR (R 220 7, B
(B I PAC 2R T S5 208 AR AL I B A, DS BURE HE T IR AL S5 4 . Btk 2 4, BB 5% ey IR I e
59 IRt 7 2R HL B0 5y B DN 0 o8 25 B IUAR A LR, AR T E SE Bt 8 ATy SR A7 TR 3 22 5 A e 1) 1)
B, BIRAHIE, BEED TIRATHR . 0 FEYSE. BE. WIS, TS Blg SEARZS MR
TR, SRR MUE AR A 5 K SE R 0 SR S B R, NIRRT S35 %

E&ImHE
MIERA A T 2020 FEMREA P HE BN AE R IH (JAT200226) .
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