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Abstract

With the improvement of living standards, the structure of human diet has undergone great changes,
coupled with the absence of uricase which can oxidize uric acid to soluble allantoin in the evolution
process, the number of people suffering from hyperuricemia has increased year by year. Hyperu-
ricemia is caused by excessive production of serum uric acid or blocked excretion of renal uric acid,
and the concentration of serum uric acid and the regulation of renal uric acid are jointly regulated
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by multiple genes and environmental factors, and the interaction of genes and environment pro-
motes the prevalence of hyperuricemia today. This paper reviews the dietary habits that affect
hyperuricemia. The evolutionary causes of human uricase gene mutation; Genes that regulate uric
acid synthesis and are associated with uric acid excretion. It provides some insights into the patho-
genesis and research direction of hyperuricemia.
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1. 5|15

Z AT R B A5 AN A5 7 ETFE0R, PR MUAE B R W 3R AE G N, B2 E Ry . B
NI RNFE O S8 3%~4%, CRCA4kEIME BRI e O 2 5 38 DU K fe 3 N (g RIS AR 3
BLEI, NAETF AATRE] [2]0 @ RERIUAE 238 T IR IR AE BOd 2 . Wi HEEAS J2 5505 IEHEEA 2 58
M PRI IR BT (3] [4]: oo SON: (EIEHME IR B KT, S AS [R] B 2 I 1 SR R vk 5
BEId 420 pmol/L [5] i /RER IMUAE 2 51 AR A EZER 2, TR RT3 A B 28— B B &
PREGIAE , RN AEAR G 5 3 SO IEHRE R, i JRIRIR T 28 6~8 mg/dL [6]; 2 B BT il
DURBANIRIR S &, KRERAN SRR Y, RIREEIEHA S FBUR T IRBRIREE T &, 4l R
TR R PS5 R O G B RV SR FE I S R R R 2 T IR it A, FEUTRRAE R B2 25 v 1) 2H 23 Bt P AL IR P ot i ¥
WIEAE. R FERAALL. STTIBIE. 3. BCEET7]. BB RN S RS e A, 51K SORE R
Ni[8]. FEVUMEL, BRI S IRTE AT IS N FRERR, 7R IRIR R S R IR, i 40 v AL 3 o,
B YT M AE A2 AN, R R AR e R DR IS 9] o e PR TR I ARG X B R A A v A R KRB (L
NF)H, TiAE AN B A AT AL S P AN 2 I e PRIR IMUAE, X — IR A #L &I T RKE3
SO T PRER AR R A AL, FAA P G PR BRI (TR PR R B SR A T8 ) P 22 DR 2R o R R A2 — ol (R R DY 5%
A, B YA ZE A A R R AR A R, RS SRR SS PR A XS RR 1) T 47 2 25 AL 3l Ff XA Rl o X PR A B i
BRI R, WA R R S EE R U B A . VRO AL T AR S, TR E AL
AL E[10]-[13]. ZEERM IR AKIEVE PR IER I NG . tAh, EIEFAEBEZMT, RKEEE
o) PR R R A 12 B A T A PRI Hh S SO 23 PR IR - L [l i 2 IR A e 0 TR RSB
PRGN i 1z 2 13 ULk A R DR 20 /N o TR R D AR A ) D g, S EUR KRB 75 JRER(SUA)
APRE mTIERKINW[14]. F4h, FRATIIE S 8 2 P vpopr A R R 2 s 3 i 3, B b it 55
A FECE IR LR B SR, 7€ 20 ted, BEREHARRME LR, AMATE K BERS, )
VWK A T EXREN, ATZERM 7 EESEYRmAE. flln, w5 REZHNEREHLA.
WEEEFIEUORE, A TN, X R AR SRBRKF T — AN E R . BRI AL, M3 IR ERIK
FE AL DTRR AL TN 40%% 70% [15]-[17]; A& R RIBEATF 75 (GWAS) X JRIERA RIS IR 38 4% 24 43 BT K 1,
TEAE 5 PRI A R FE AL A, FEHG SLC16A9. SLC17A1. SLC22A11, SLC22A12. ABCG2.
PDZK1. GCKR. LRRC16A1. HNF4A/G Al INHBC [18][19]. X647 55 F A kR 2 S 1E(SNPS) & &
FURBRIR B 2 5
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2. RERHIRIES ERE

A ML PR R R L5 S MR PR BR CRVE T £ ) A A U5 PR R (E AR 7 2R ) o W8 — BRI B
P10 = ZORR . WAL T IR AE WA T IR 00V FH 1 e AL O B IR R MR W A% T 5 T AR A% 7 U M A
PRI AL A AR T FeAL ARG o 1, IR SR 76 55 TR0 AL AL BE(XOD) 1 I R AL iSRRG s S EEne 22 it
PR A B ENS s SRS A TS AL VR T il — DA R IR - BRIEMG S, FURE 2 LI PR R ORI
o BT R AR —— RV #E ATP JFRR RIERRAL ) —— 2 R BUA N IR K-F- T+ =120
AIAIE: EIEHANEN, AgERFR NIRRT, PUATR B SR RRHE AR S. AN =02 =
(PR BRIE L W IERE PR, HoR =702 — Wil i B A HE L, s IE P B IR S A 7 211

3. RRESRERMAEZ B X F

MNEEEHFE R RERYT, B 20%K BN IRER . FESTF YRR E, ANBRRE4MWELTEKR
Ak, SIER AV HIEAERGE L EE . HEREHE LRSS e assigEt, ST . K
B WHFLRE, KB PSSR 2 10 0 s R IR IURE PR AR [22]5 Ak, A R 7 e 4 1 P
SWRIAR[23]. I, SR IR 2 I PREE AP s R R . IR S ORI O H 2
L RBEICRD R 2 SEOE R, & HRBER S 200 57 0] 6 100575 R ER K TR 6%~24% [24]. ik,
7E 18 2 19 Ry seH, A8 Hal wW AL D& & S 08 70 PRI I N 5 5 JOm [ 251 NARTEN e g
B, IR AN o NN, [ Je 4 R fiz 08 20 181 (0 K AT ) 3 b (1) XOD S8AL PR R, A
AR EE PRI A 8 [26] [27]. MEAN, RIS SUR B MR, s IR AU, 5 1T 52 4k Py I3 R R 7K
F5]e BEFERIL, NI A 5K B AT B8 T J8 i il LR A P A R B IR TR R 0 N\ Ak i g <ot JR
PRI PR I 70 e, 1 iR Jip TE PN PR IR PR 20 AR I [28 ] S AR RN i 7T e PR ALK v i 2 IILAE ) PRURSS o
WA AT T G B 2 At 41 2 A NN i PRI I (520, R DR £ 2 Al 41 RN 2 5 v R R IR AU &2
FAHIR[29].

4. U ISEPRIREEN—REREEE R

FE BT (2 800 73 % 2000 JI4EHT), AT NIEASEAE RIREEEE N oA A4 7 — IRE X RAE . X —H
FHTTERR AL T3 AR AEAERZT 1500 J3EERT IR 980 JIAEHT /MRS b, SRAIFEN R K5 3) 7 X
B, BEE B REARED, (G RER L DR BON BRI . G B OVERIE B A IR R IRAE[30]. —LeE A
HHEWT, SHHSCKRAREE 1410 L, BURNSEIREREEAEHEA I RE b 7 A T 22 AN PRGBS P A 5 1 2 2
PR SRR KT BEAh, JEEEE R RR t2R 2 1 IRIR I DI RE, T VF 22 IH KRR PR IR S VAR T 3
M LB, X RYIX L Rp IR NG T RO E NS RE 3 1] A BRI, XARAT RA R BENE
EAETFTIE RACSEENIE B AR FE ok TARS . Bt R, ERARAR A BT R AR
S JUHRAERRI KRS, X514 7 R B IR s s, X Abshi s R 7 AMEm . S0 oA
SN, PREREGRAS W] BE NI AN L IX — M B OGN 13 1A FIRAE . 15k, IR — ARt A L
A, A AP PURAE PR T ORI Rk, IS RIBOKT T s RESR s K I PTEALE, IX AT e
AR AR K 2 B AR FLEh P 77 fir A B B [32] 0 AEAGHT H R TR RN, AR e £ 2
BEAER CRUKEONE, NTERE, TH AT ARELER Co MIT4EA R C EMEREE—2
() L-H s HE - WBRSEULEEEE N (GLOY RIS, S EONAUR KSR Tk A BAEAE 3R C [33] [34]. ARFTRIAN,
HER C R MAREEREY, BATURMRE, BEOR A 32 EALRIR A [35]. R4 HERE
W, TR RN, O RSN BRI R C b, SEPURMRE TR (Al T
PRERBE G, PRIRAE MR, Migess 1l RISSEIMMIPIRNAK T ik, ERFARM] FAiE
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R AL R D 2 J, 7 R AR R @ KRN KRR AL O R G 17, ARG SE 4 AL
PRIE W] REE AL 38 AR S 0t S REAC AR (W U MR B B AR B . BAAT S, KRR 2 38Rk fe
WEhG, GANARIT G e, eI (R B e A A R 2R A WA K BELRS R 7 484k, AT 5 BUIR D HEAR I 51 ke
REIGIN36]-[38]. Mo, REGERATFHm Mk mER . BEFRERM, KRB RN 2 W% COX-
2 RO IR B 1L LA B 284 0 ot 0 2 7 1 B SR T i L [39-[41]. AREENI LK SRAE A E &, HEhs
WNBWAK . JREZIIX — 1 vl Re T B AR SR SRS T e RF B AT E BT R U KPRt 4
WA, PREGEREI JGEREE 1 RSB ESIATE R ST . B RHR AR N, RN
PRIZ IR B 2240 i] 5 i 20 b 4k o 0T A Rk AR AR S AN 7 1 T 2 5 2% 1 i 2L 2308 52 S A A A3 (42
A, BTN AR IR IRTE 2574 b 55 0l R R R R BN Ay A AL ———3 P70 o e K i 2 )2 1
PR BI43]. Bk, fATERH BT R EREGE M 2k S BN IR AR B, AR AR AN 285 ) Se il Rk Uk
&, ki 7N HIL[44].

FRUEER I, AN IREREGHE R 1) RS — e R AR T AL, HIRRE B R EO SRR R
M. N IREREEE LR 2k U 4 N RIS R B KT i T AR AL R R 2 —; R scdfen, 5
R A B TR A (1) S N 28 177 PR R /KT AT REAMA 2~4 mg/dL, AN A2 PA S| & e R BR IURE [25] - it Ze M L,
Y45 NRIAEFRIRE R A TEREN, BYRIEE AL, b s im0 5\ & e 1
e XS BOEAL A FL R S SR B3I T BN 28 R v PR IMUAE ) PR o

5. 5RERETTHEXHIEE
5.1. 5REEEREXHEEEERRE

2 55 PRI ) E LRG0 U RS 1 WA T R A W 4 % BiF (HGPRT)  BERR I W FE 5 IR & BB (PRS)
1 4 B -6- TR PR I (G-6-P)« WENS B FR I B 4L A S5 . HGPRT 7F 19 A S A N S IS B HF IR . IR K VE IS 4L,
NS R E IR I FE S G B AE F o HGPRT R RAF 2 S8 HGPRT i 5 Ak, (15 ISl
YRR RN TV SRR & B TR, 17 R RESE e MR AR I A = AR PR IR, AT s IR R 2 (45
PRS Hi PRS-I ZE: K9, MR H IR & ) SR . B 70K, PRS-1 5 114 AR ABLNZRAL N 22 5 1R
LG EEM RSO, WG sRERE T, SRR AL E LRI (PRPP) I FE & A WA 08, AT EL
PRIEG IS B A f[46]. G6Pase fEMEFAL L. FFIE. BHERGIEhRIL, G6Pase 2 HIE 21 3% PRPP &
FAEE N S-BEIRIZ R IR AE, i = A it B IR IR[47] .

5.2. SE5RBAENERR EEANEXREER

PRIEGAE B A AR AR AL /N BRI | o/ NE ST BRI, i /NG S2 43 Wb LA i v /N S3
HIRIL . JRERTCTE E B 40 AR DU 72, UL BB /INE E A B s i A v B L 2 i
R MHXRIEIZEAT NP —RRIRRERKEEED, PlEEE%ZEA 9 (GLUTI)FH
JREGFHIZE A 1 (URATL): A — KRR MM FHEE A, Hlina IS F%I2E A (OAT). ATP 4i& iz
H 1 G2 (ABCG2). ANHKH MR IR Sh 4% 18 B8 FI(NPTs) LA K 2 24T 259G R 11 4 (MRP4) [48]. 5l JRIRH:
IEINRER B RITE B AL I R BRI 22 R A SRR, SEURBREIZIhAE 8, Wi BELAS R R fHE .

WA BEFIZ I 9 (GLUT9)HH SLC2A9 B gwty, ZLilun 'S /INE (1) R ER R WGE FE . FEAR IR I
JERE T RILT GLUT9/SLC2A9 A4l X 5875 (R198C Al R3SOW), IxXLUZAR 53 5 1T i /N5 44 Jfa 4
M JRIR ¥ I8 8 71 0 3 PEAK[49]. NJRBRFFIZEH [ 1 (WURATI)Z OATs MUY, Ar T Wik i ity /N
AR RIIR S . %R E AR RIS N s R R R AR, R R R R L
—. hURATI1 H SLC22A12 F:[M gt ; HIEEPNRA T SECEMACKRR MAE, FEXRINE 4 SMET 774
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L G RAEN AL B 258 AL FRAHZ L ST, FERIRRATA L, REIWHIMNE Qg ks
IhAE[50]. HA T 7T B, SLC22A12 FE K HH 1) 15893006 Al rs559946 2 &1 5 IR ER K T2 V1A 5 [51][52].
SLC22A12 H PR L7 R ER 7K~ (R DTk BE R 0.13% [53] [54].

A HLH B 74635 5 A X E(OATs) 3% OAT1-4 A1 OAT10, ' OAT1. OAT3. OAT4 1 OATI10 4
A SLC22A6. SLC22A8. SLC22A11 F1 SLC22A13 2R 4ifid. 1 SLC22A12 F: R 4ahd i R IRz & A
1 (URAT e i 20 B N B0 I B 58 s A DR BRI 28 46, SIEBIL/ D & IR IBR 1A B R WAL RN 43 ih o SLC22A12 JE A
FAERAE, Hoh G774A SR RAZFEDR I 2 B RAY, 'm0 2 AR 5 Mt PR IR I E I RE 7, S 80 M
RIRERMAE[S55]. ABCG2 & [A2&—Fikiakr, ULlFRVE —RAE RS, B ABCG2 3K (IR
BCRP J:R) g, =247 5t i R 3 B a A [56]. WHFE KL ABCG2 JEK C421A A7 miff Hi%
TR 2 AV R TP AEAERHK[S57]. HARBE TR, 5 HADMR AR 2 AL, ABCG2 J: R R IE 77
Sof 33 Ji Ay v PR R IHLSAE ) JRU: S0 B R 2 5 [58]. NPTs K MEfL7 NPT1. NPT3 A NPT4. NPTI &EHH
SLC17A1 HEEYalt, Fik T B R/ N bR 4HMIR TR [S9], HThRE RN IR R A v /N b Bz 240 %
E BN, BRI [60]. NPT JEEIH) rs1165196. rs1183201. 159467596 Al 152096386 £ A1
5 IRBACH VIR DE[61]. H, rs1165196 SAF A B & ok JRIR R k18 f 11, PRAR R A= B HEMEA 2 140
KT ARSE[59]5 51183201 Z74% N G M hill PR R /K V- T+ e e i PR ERHEME[62] 0 B SLC17A2 2K 4w NPT3
HEHE MZ5RR%IEZEERE . PRI, NPT3 ER K rs1165205 KA 5 MG KRR KT AEE
KIE[63]. H SLC17A3 B[N Zmhl ¥ NPT4 &5 [ I8 T B ik /N b Rz 240 M Touseg e S I, 76 SR IR iz ik
TR IE T WME I [64]. NPT4 BRI RS SURAL 5 FREZACHT AR GBI 4, NPT4 I rs1165205 A7 5 ) RASAE
KRN 5 IR /KT 2 3 FH 965 -

g5 b, PRERA RS HE IR B b OB I R Y Dh e A e T R 4 R Al B S N IR R RIS T Re,
MPURMRERFEZS . S ORI MR A ThRE. RARRRE . R ER N K I R 2548 S L 2 1.

Table 1. Protein function, mutation characteristics, uric acid effect, and clinical medication guidelines of core genes

F 1. BOERNERTIRE. REFHME. MPRERMMN KisK A ZhiES

B3] HmIBEH FEEINER R 5L RHME I PR R 2 B B 2RISR N
. JE T IRRA Rt £
2 504 % ; Bt v A :
e DEERHEER e 0 RISy T iy
WHEISS  fEfycsmit, G o 00 L BRI, Do
HGPRT — WEWBEEGRE st T oY SWAEHERE PRH
) DR BN FERER MR e e e FANHIF, AR AR
MR R RO RRE R M, REfemy e \
[45] . JRERHEMZY, Tl
[45] FRKF[45] W% o
Egaye
MRS ML G R REEIR 58 114 AR A WENE Ry 1 Tt S L AL 5635 FH i R R
PRSI WEERAZ MR SRS, A PRPP A A NZEEL, 51 PRPP M EFN, M A MR, BlA
IR A EE B, (ESEREreRugE  REFMR O, 7E PARUHERE, JRIR RER IR K I
TE[46] T S5 R [46] KA R[46] i
FH. & BiEzss P FERB LR SR ER R R
Gopase  MEIBE--BE WIS, HDISRFTT ifﬁ@ﬁgﬁg S-BERMRATE, AR
LSS AR E A A B E%%mﬁam BRIRE EA R B BRE IR
PK[47] - [47] TR T UhRE
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premE e CERIBC  gong ey JIERRETAR
e e R38OW HE LKA, e o HIEHFES, (JGIE
PElistis, RBENIR . . B/NE IRIR SR BN
SLC2A9 GLUT9 o . NBEHE W2 4% S ne FH PR BRAE il
RERWCSEER B R A 71, KUgHRahi R A SR BT
[49] a] fﬁﬁEﬂLJLx Eﬁ%jﬁ%‘,%&[“g] s ‘u__n‘ T
[49] WA 77 T
R ABE e o
Ermmwhman  EROERD R S50l
SLC22A12  URATL e i 15893006, 15559946 ARRBRILAE: JEDN oy o
K(50] NRSBLAS]] AMERETRE ™ g A
[52] [55] 79 0.13% [50] [53] %i%m%ﬂ%u -
[54] '
HERLBESmME DR E miEd
DUENR — SRR B0E,  fE7E C421A D FRiEAOG, ik WIH, RAZY
ABCGD ABCG2 #%iz 2 RBERFIZ S, NS RRwaERERL  JTE, EikdEfR
HH OFEEAR, FNZ Tz, ERRER ERORKK I F s S
55 I PRIR 53 UA[56] R R[57] MEIA K E[57]  ABCG2 ThRERIF
[58] SR
- rs1165196 FIIMSRIK  po s o o o
ssFmm e 0 SIS0 g, g 00 IR
B OSRE EEE : R aERE AT
SLCI17A1 NPTI 7 I rs9467596. . ANE, WAL
m%zﬁmah%h 152006386 45 £ A mmgmﬂ%ﬁﬁ ot e 2
JRIHEH[59] [60] [61] PR 0] il fR oy
- BT #[59] [62] "
ZWEKEN, 5 e AR A LR TR 5 J%
wciar  nprs | WRREEBEEEL AR sies2s e TpI000 SR g i ARR
B R R A W 4 RANL A [63] " ¥(63] K4 2 5 AL
[63] 2 BB
RIET B /NET AFAESE R, 15 P TG A BRI NBES K
otms  prs BRI R wilesaos fiites  ACNEIIEE g,
R RS UMER  ERMARER RS T }ﬂﬁﬂ(%‘gs] I PR AT S ide AR
[64] 65 e JRERHE 2540

6. HFRSRE

BURASER IR B S5 AR HER 3 PR IR B 1l N2 N AR SRR PESR K, 182Kk 1 PRIR 2 A QU I BE 7T »
BETERIRRE R #B NBREA NS 5 IRIR A B R R B RAR, TS BRHERR I IR IR, SR IRIR
EREFEE T, RESURERIRIAE . R G REEHE AL, B2 RIRIAE . = FRIR MUAE 2 i
BB B WA AR DR 5, RS- T s« W AR e A 5 2 AU s (1 50 KUz [ 66 TR
Uk, RNER T e PR R I ) A LA L AT LW OB e PRI MU R AR LR+ 0 B2 2%, H T R &
I AR TR B85 ¥ ) o PR R IMLAE SR RGIR T 75 585 T ok AL 56T T BOT Rt — IR A 7T R
Ku] AR 2 AT v et i PRIR MUAE AL S5 VR ST R AE: 35—, RFUIE UL YRR SRR R i)
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YER . Blhn, e - BHEEAFTURIL, N 2 AR R SE A%, W] S ht PR IR P A A i
K PRI 73 AR Ay B RIS B BE MG TR (671 26—, T AU R IR ML 1S M R £ 1 55 B I (R 5 4 A e - IR B
38 B UM Ok PR SRAZ 5 PR 1 A B i DR R 4 1 48 S B 1 2 M) AR ELAE ALt R e i PRI,
i 12— 2B W T W R 45 s R 1 T RE X S s B DR R LR T K, R U I PR e 55 96 7 SR AL BB AR AR
AERRE . S =, WM IRREG TG I . FAT, JRERES CVE MRS TR KGR YT, AR
LY EAERE AR N . A B PRI AR08 ], XA B AST, £E T AT SR PR IR il 27 A=
GBEHE T L o I I T PR BRI RAE LA 9 5 N R 5 v (0 PR IR 2R 2540, WA RPN A
X PR IR g F) e B SR A

BRI Ab, )22 Ao KRR B R W ST A AW TTIESE, ZMERERGE KT 2
DRI 2B A3 SRS RN, A28 R LR I I PR RTS8 AR T B [69], B Z R W 5 iR 7
PURME FHARNTZ I . Ba, 290 X5 & PR IR UAE R B0W 2 R, e MR BUR ML, e N ) 2
LR FE R R B0 AT A+ AR B el i R 792 50 o PRI IMIE B2 B 7 7 S S5 A R DT 17

&5k
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