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Abstract

In recent years, the prevalence of hyperuricemia has been increasing worldwide. Although the
pathogenesis of hyperuricemia is complex and diverse, relevant studies have shown that hyper-
uricemia can participate in a variety of biological processes and signaling pathways. In this review,
we review the pathophysiology, pathogenesis, and treatment of uric acid. In addition, we also dis-
cuss the possible effects of hyperuricemia on RBC and the possible mechanisms of action, in order
to provide more effective clinical interventions.
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1. &I

e PRI LAE (16 R S XORAE TEH IR REIRAS T, B[R H B R 2 IR PR ER K, S R4 ) Lo
PEMIRER /KT > 420 umol/L, AE4aZe Lot i JRER7K S > 360 umol/L. 'E5HMMECT &, B4ia. i
PP s SRR IAE  BEERPE « NS CoSE R oA S5 55 1) R A R e B B VA GV [1] [2] i
K, BT AT T A SO AN 2 BRI 3E I, A e IR IR IUAE B R i 28 AN 80 AEARHI 1.4% L
THE] 21 AW 10%. FL b, 76 E— Syl RN IEIN T, bR BR IMUAE ) % 9 %6 22 731 20%,
Pl R IE B 2K 17K [3] [4]-

2. RERRVRIBHE TR

SRR —Fh3512, FLKAH pKal A 5.4, pKa2 4 9.8. Ak, 7EAEFE pH E T, JREREZR L T1L
PREGIES 7o JREZAE R AEBE pH E T ISR —MCN 6.8 mgldL, 17 IR B /K FAE 55 1 I 46 228 i 2z P
1112 2% 5 B 43 BN 3.5~7.2 mg/dL (210~430 pmol/L)Fll 2.6~6.0 mg/dL (155~360 umol/L) [5].

JRIZEZE MR iE. WU, B IEAN L BE = AR [6]. 72 R ZBOMAZN T, IR PR IR B3t — b
R AL R G EWNIRIER, WEEREHEH[7]. JREEEGAER A, BERE, KRR, 28EESRK
KN CAAI I LN I o 208 o BH T A AE IR BRI, K 22 50 7L 30 ) I 375 PR IR /K PRI, 2974 0.5~1
mg/dL [8]. k% T IREREEH RKKANY), WA, AU MLE RIS . — R IRIRFE sk
MR IN[9], AR EENEN - SIS BE R NS R B TS R R N, RIS IEEA[10]. PR, X e R G
JRERIK (T s BRIAE 1~2 mg/dL 72 47 [11] .

3. SFRERIEERY & FwHL il

— 71, B AR AR R RIS RGN . Wk, RSB R, SRk
ao SRBE B ) R A e R A Dy R -1- R IR, 12 BN AT T 0 L PN 5 R R AN = W IR JIR ¥ (adenosine  tri-
phosphate, ATP)J7K~1[12]. Tk, SEBE-1-B4 1R 1 20 B SRR - L- IR 2 e Dy — 0 58 DA Il R R i %
I N K I, RN IR A o SRR - L- R 1) s bR, SRR - 1- Tl R 1% 4 Ity 7 il SR - 1- G 1) S Z
Bg. L, RPE-1-BERAR, M A BERR K TR, AT RO R e, R — TR
(Adenosine monophosphate, AMP) [ i WL — IR . SRJ5, M REfR = AE JRIR (uric acid, UA) [13]. AEHE
b, BRI RE AR E IR AT AR (W H R R AR SRR . A, KT SRR R AR TS PR R HEE, S 3L
M PRER AT F & BAh, AR 2 st 2 S BUME IR R K T B3N . B — S e 8 25 76 A
WIT 25 )E , 135 PRIEAKP R 2T S [14] . 75— J5TH, 90% A b 1 i JR IR IUAE 2 H - PR R HE M Ja /b B8 [15]
REF _Ref111559641 \r \h [16]. "5 A PRIEG AL BEALHE B /N BRI« ERRFRI . BRI AN 43 5 TR
W PRIEHETHE Yok 2 A0 bR I8 PR A T 5 |2 v PRI INUE o PR PR %% 18 B 1 ' U A B PR IR T 0 5 1, K3k mT
I3 RO SG E B A G . IR SRR B R A JRIR L T #1288 1 (urate anion
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transporter 1, URAT1). AHLIE T4z 4 (organic anion transporter 4, OAT4). &bt E A 9
(glucose transporter 9, GLUT9), #rilbfHKE A EZAHFHLNE T4I28EH 1 (organic anion transporter 1,
OAT1). HHLIE T#iz 8 A 3 (organic anion transporter 3, OAT3). £ 24242 [ 4 (multidrug resistance
protein 4, MRP4). FLJiJe it 24 2% A (breast cancer resistance protein, BCRP/ABCG2) [17]. 41, URAT1 i
e R AE VT /N b Bz 40 Bt (proximal tubuleepithelial cells, TECS) MR - B35t UA. GLUTO 1
BRIEAR, W UA RV 20 E0 I B/ NE g b . ABCG2 I R R ILS SN £ 25T 25 kA, ek
Wit B IR S ik TECs 73k UA. 3 AH G IS R s AR R B R ARt 2 S BUR IR IR ILE . b4, —
BeZ5), AN EAUR] PR, e PR T R RIS B 2 1T 5 e PR R IMLAE [18]

4. ERPRERIMAEXT 4T 4R REHI RS AR

AR, AWFRE, &R MRE R M RFR/KF 5 A8 K it SR IEAROG, kb
AT PR R B 23 AT B0, o R R 7K S 2 £ 40 M v 250 s i A R 2R [19] o FEAE FABILIR T B 5 8 A0 BRI 9%

A R IOE A8 ORI AR 2 T R e, 7= AR 0 B 1) M 480 ) R & (reactive oxide spe-
cies, ROS) [20]. % UL ROS G4E il AL A>T FFE k. WA | . A E hE A
=B

JREGAESH AN & —Fham P s, (HH— BgosimBI g mn, s —MIe g, mr s i
JUEPEE 04 — 4% 2 1 2 (nicotinamide adenine dinucleotide phosphate, NADPH) AL g , 5 2540 A P Ak S %
I GRS AN ATP W #E[21] [22]. T HI T LA ARG R : O LANMIENR IS & & KAV
JUTBR , T R 22 BOAS LRI R D7 18 5 46 U, FR 2l R 8 T m A A A i A [ 23] @ 4140 i 2 1 1Y 95%
NE - FeP I LT & A (hemoglobin, Hb), 2 H 3N LA @ IEHAFRFBIL T, Lbifknr bl
i ZFHLEERR ROS, (HAALLA M TC SRR SRS, B DAYE S P LA s 2 4. =%, H
e MM S 2 KA. R AR T R HiERR(E 5 E A “eatme” Al “don’t eat me”
2 FAN[AE 5 [24]0 X 2 Pl 5 2 [ IR ST- 1R i 21 20 Bt 75 43 5 Wk A i 7 Wk [ 25] » B 21 ZH B 32, “eat
me” 1 “don’teat me” X 2 FiA[FME S ELL MR A B — /MG FHUE, kMgl B =, 2
CLAN BRI B [26] - B i ILIT“ eat me " {5 5 73 1 A2 W I It 22 20 R (phosphatidylserine, PS), 1 “don’t eat me”
55T NE CDAT [24]. BIXIZPIMEE Hit— 2 ihik: O CDA7 (G HRMKEH): CDAT &—FhiEs
JEEE, BT REREABERE, mTULSEBEEN. /MU N Z UG S ETTE A o (signal regulatory
protein, SIRPa)fH HAEF » 1EH AR CDA7 4y T2 5 EREANIER 1 SIRPa £54, 774 —Fp 0]
B A 15 S, AT BH L 20 4R M IR [27]. 2002 4F Fossati-Jimack £5[28]IF 50 45 5 B, /DL
WL CDAT RIEKFEAF TR AMMBIRD L) 20%;: @ PS: HUAME @G5 7 2 AX BRI, PS
FEAFAET A I M BN [29] . PS AMEH 2 EVEAH I B WRIE IR 2 . A R EE S . EARIT
A A L Ca il AT ALY CatIRIE T, /S PS AME[30]. FIAMEBEFCRIL, ZLdiffin Ca*
AbFE AT I PS TR AMEE, (75 A A R R A 5 A AN B R A R (31
5. ERERERINAERIATT

2018 4F BRI T XI5 1% ¥ (European League Against Rheumatism, EULAR)J# XU B 45 R [32] LA & 2019
A B R XGPS % 43 (The Italian Society of Rheumatology, SIR)i2 Wi ¥l 45 B [33] 34 HE % 24 I R FR /KF > 8
mg/dl B 46 J5 BB R BRIG YT - 111 2020 4F- 3 [H XU 95 5 23 (American College of Rheumatology, ACR)¥H Fd

[BA1UHESF 24 M PRIE /KT > 9 mo/dl I P A S AR R SRR FRIRIG YT, X T Otk i PR R IUAE (ML PR R > 6.8
mg/dl i) B A SO VRIGE DU N AR BUR SR IRIRIG YT . LR IR B R AN A, B RIE TR I R
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AT . EULAR 4879 SIR $878 LURERKF T g g Ra e R A ERE 2 A 18, A Bl I B R BRI TT I
AU R A s T ACR 48 B ST SU7E T 1R R IR I R JE o PR OG0T R MR A%, 1 FH B8 SRR 25 i
I7 Ja BREL R SZ 29 R R HAR e A IR . BEEITAERAEE CT MR A S/ APIR. s g
AP AR, SR E A2 R AR, B “ANR RS HIRIRED, HEHH LA LR IR
ghdh, ERIZMOARR [35]. BRI, A NIAA R MG e dia re T o I IR 1) 22 57, (H 25 8 2 1y SR IR I E
& 2P KA ORI B B GG R 3K, R R e MU AR EULAR R & SIR 45 B HEAT B IR IR IR YT -
6. g

V2R, = RIR MUAE S 5 1AL AT 51 S DNA Hi473 « BRI SRR G TE 28 R 40 it PR+ () 7=
AT, NI T8 RGO 2 88 T I8 E . SR, 5 R I ILE X 21 40 i 52 i [ 8 T AL 06 AS W
B T ATRES AN Ak, A NI T ) KR P AME OGSOk, SEINE AT B8-S SO N A . SRR AT A
T I SO AL SR R 1O P9 R 4 BRAZ A R 1k B -1 (MCP-1)[ERIE,  SZ4HfL/E MCP-1 I/EH R 1Al
PR AR ARG P, RIS N A0, (LT RE R EE R R A — R AR, T B — 5 S8 E 1
Rl an R RSO R o AARIAIREBR 73 7-1. E4HBRA2-6 AR AN, TR R BRI S, 18 A
5 ML Y B2 HRE SR AG IR o 1T — 2R 51 9% {2 IR - A0 285 B DR 7 100y 38 30K 2 1T 387 P B2 T e 52 452 O A 2 [ 36] o
W37, JREGRE S 40Xt N B ARG B, o FLANR ) — R B JOE R F/KF R IEAH G, k4t
PRI T A G B 0 A A A 5 T 2 . 380 Toll-like 2244 (Toll-like receptors TLR)-4, M- S8U4 0% 1%
ARANIE 58 JNE[38] 17 HILAE P B 14 9 R S 82 [391 P - Bl 2% vh 2 4 i 25 CpG 4R Kk DNA e 3%
[ 52 A7 1L R WA RN R BT AR 8 0, 400 S S 7 0 B B4 R 43, Al R i e 2 1 2%
IS IRIBUR T Toll FE324K 9 (Toll-like receptor 9, TLRO)E Ny FE i So JEAL 8RS , %32 AR AT DAL & 2o bR 1
DNA [¥] CpG, XF#f5ir CpG LA R AEMANAL, MG 404000 | CDAT K Thfeek. 414
JL A WA PG EH SR BN ) 2 R e 2 G [37] o AL MG AT AH SCHIF FUAE S, K] b vy PR R I ) 21 40 B ) 4
ML TR — P&

SE K
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