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Abstract: Hyperuricemia (HUA) can be caused by purine metabolism disorder in vivo.At present, there is increasing evidence
that hyperuricemia is not only associated with gout, but also with the heart, kidney, nerve and immune systems, affecting

patients’health to varying degrees.In order to improve clinical workers” understanding of hyperuricemia and serum uric acid( UA ),

this paper discusses the recent progress between hyperuricemia and multisystem diseases.

Keywords: hyperuricemia; serum uric acid; purine; oxidative stress

FEIEH R ERAAT, e B 2k,
AETA] H PRI I A5 19 25 B 1 R R 7K ~F- 8 3L 420 o mol/
L, BOfRRmbRig e, #ageit ™, B E R
P2 IMTLRE B FR R R 13.3%, BNk IRIG Z )5 X
— i WACH B . = JRIR I AE ( hyperuricemia,
HUA ) AN—E 2 G ASER , S0 N I R Rt =
DUBTESCT . dl8Uh Salifmi. B2, BT 5%
W VIA DG AL, A 8k ik 22 ik 48 25 B it DR iR
('serum uric acid,SUA ) 5.0 L& %006 . 18 1E B .
WP S oA oe B B, WA 2 AR R R
ILAE A IA R J5y FRAE SR KX AN 7K o AR SOk = IR PR
MLAE 5 Z RGN Z B RE—25R, BEMIE
IRBFIE BIRTT SR U AR
1 FREREIACI

PRIGZVERSACI 2=, 80% i AR AR
A, 20% BT 3RAR Bl K2 70% 1Y R R
I R, A 30% it i iE K HEE HE ©
EEEFRGE T, FES5RBRAENE A=
JRIRER 15 1 1 (URAT1) I 2 B i 5 H 9

(GLUT9 ), 1 R Bz HE H PR X () 3 22 it PR HoK i
PE2E, REHEY, DRI 0 R ZEBGRER R R A

e R IRBER, IREER KBS IRIR Y 100 %,
I BEKE PR AT Sk e R A0 B0 SR, EMkiE Ry
WA, AR NG BEAE B DR IR, 38 1T 3R
M, IERTRELE B = SR EREE TP 4R T I ERA
I NS 2B 578 A BN A TAE Wb AR ]
w7 Bk, N R RS AR S i iR
1% B AL L R 29 7E 1 000~2 200 JT4EFiTsk & 482k
i, SEURRAERNERE Y, nRmEX S 45X
Jt K FE B RIS, KRR T 28R,
SHEIN R IAUG:

2 MRRERS & REHERZ EIHIX R

21 BohERBRZMGER  TATRERD P,
725 DR R ILE 5 00 IV P 22 IR AF A I, AU el
WD IR SRR . T e 100
T3 I 58 X G2 1 meta 43 M @R U BEIKF Y
SUA 20> il % 9% ( cardiovasculardisease, CVD )
FET RGBS ST fERE &, SUA 5 CVD AET- X
B Z RIAFAE IE MR & - RN G R , SHMEML, &
PR R B, 24 SUAKT 6mg/dl B, X FhIE i)
KRERE . M HAHITRES FHIREA G O
PRER T LA o RAE SR, AT I A P9 2 DI RE 2404

EEBN: B (1994-) , %, Wi-LwFsed, Loll: N S510EE~:, E-mail:11353899288@qq.com,
WIEE . ER4E (1961-) , T3, WA, UFrm . NSRS, E-mail:wangyangweil068@126.com,



152 AW ESZE H36% 1 202141 A 1 Mod Lab Med, Vol. 36, No. 1, Jan. 2021

F WS RS KL 1 QIRERER A A AR B
A—EWMEEMEA, DUBEMATRE, 5145 N K 40
FEIWLANAE, AT I ek sh ko REas e 1
O K1 PRIE 2215 T S8 AR . SRE R . I
TV UL L R 2R A SRR R RS, i
R — AR BB, A A B0, B Il A
Wi, B BB AR AL A i G A 1

TR B Ik % (coronary angiogram CAG) # 2%
IR WK S ko 28 1) S bR | 107 ] Bz
FIWT e Bk i pe A= RE B, (HN B A QMG dE, ol &
M2 PN E BT, BRI AZ R 1,
IR BR 7K J& —Fp ) B 0B . 255 S HE A
XA VAR ko A8 SYNTAX 43X stk 3l fik
PR AT R4, WFITAE R R SYNTAX i
Syl O R I UA AP R, Bk shikom
AR AR A OG, JIESE UA 5Ok R e
AR BRRT AR FE B WS fE R R R . FE s 7
Mk R4 R, i BB OE ELO G 2 / & ELO AP
23 (ACC/AHA) WAk #iA TP J5 230, 5 IR IR
K5 ACC/AHA B IEAM K, #2278 SUA 5ibik
Sk AE e AR A O, S HOR AR RO, X
— g5 5 GUO % " T R oE e — 3, iAo
FEHER MM PR IR 7K AN 5 e bR 3 s 28 7™ F R B A
%, HEHRRAE B 56, AR ™ MRk
50 AR R - RN AR, IR R A
I Img/dl, KA LRGN 19%. SR
KANBAY %5 P HF 58 K B0 T g il O g,
PRIERIGYT 25 4 D RLC A SE TSR B UG, (H 2
XTI KA 5 RIBR INE A O B, PR FRIA YT
W25 AR XU o v DR TR LA 2 158 v I 2 ) JKL
o 212, CICERO % P g s A Ay 7 v ML 40
R o 00 4 B %o BRI 3 P SUA JKSE, & BR
R LRI AR HIAS KA = I % SUA ZKF- BB
e TR HRAL, 3T RS R R AT R IR i 25
T — AR R PR SUA 7K KA 8504 il
o PR I 6T oo I SR AT — S, Rl xS
SEH R I HE AT RON A . DE BECKER 45 Y
WFFEFG HOE T i I A0 i e i e R o A L
AR, TLH IR A MR . BRI LT,
ARSI I AR I R R K AR F IE % _LRR, Ho L
WA E . H AR IR A3 P R R K T
£ 330, 360 Al 415 pmol/L.
22 LR MmmZ AR AR, UL
PERF ST A T 3558 AR R AT 18 1 B s £ 3 v i
PRIGAKE-502 1 B A AR G o

R 22 WF 5T % BH 55 PR R IMLAE 2387 & A8 1 B 6
( chronic kidney disease,CKD ) ¥V CKDP™" F11

CKD MIZEFET K Pl e N . A iFoE 2
i 7R AEAE T E 8yt X AR A h SUA FI CKD 2
O ZR, FEHEBRAERS . mops . & . IR %
JE & A AH [F BE (LDL-C). =Bt H il (TG) Ak i 1E
¥ (BMI) SFHAMBAERSEFEZG, EWEKR
ik 5 CKD KU G Z (B AEFE N 22 5, kSR
iR IfAE 5 CKD 22 (8] A JCH H 55 Pk . 3R il 22
ST BB MV R A S, O R K A e ] AR R R
FRIHEIEE M 1 (URATL) . W2 EN 9
(GLUT9) . JRIRIMNER a1k ATP 454 & W 5%
G Wit 2 (ABCG2) HEH K, A5 IR HE
T 3 [ 4% SUA 7K F, SRIVASTAVA % P %} 3 885
112 P B T e 4 BA %I (CRIC) H CKD I ~ IV
199 R85 1 L9 DR PR MR B AT T AR, R BRAEI 4R
eGFR>45ml/min- (1.73 m*) Ay F T, IRER K&
VERE R M sl B A B ST S I 2 . UCHIDA 4 BY
iM% CKD % SUA (1) HARMER K T
420 mol/L, DA iy 2 A1 B e ey e o v
PRI IURE 52 i 1 M B IR ML A . (DIRIR b IR
FIAE/NE I R AR, 51 I PR DL Sk &
RAEFLIE PP @iE SN B I fERE AT, B A
Fher, B, AR R sh 2k By QA
YERF B, SEerdift ™,

SR, G TPRIR 518 M B WS 2 (el A 52 AN
SJE—EUY o AE— TRl B A S AR 5T Y, CHINT 45 B
XF 1094 B PE T A#AT THF5E, BEVS 5 4F 15
UA /K58 & CKD LR, ok, W5k
BT T~V ] CKD B E v, UA KFE5 B g
FRERAME, M~V #] CKD &) UA /K59
WHEIEERIAYTY (RRT) BRI IEEE X R, —
TiREAL BRI R B Y, SR, et s
I FIAIE Jo RIS e F ER A, MRS YA T T AN e
2% eGFR 1Y NI, KIMURA 25 ™ %} 443 5] CKD 1l
1R B AL PO 32 AR AT 2 (RS A AL B Y A
MRS ) B BGANGYT, A5 I 2 AR R IR
ELFAKIAYY (urate-lowering therapy,ULT ) F£¥%H 2%
it M S ) 0
23 LR mzEMEE A AL SR Y, &
JR 1 1 5 388 3 e 5 Z AR AR B B A e fig
GG, E AN TRCERTEL. SRR MAE AN
AT LASZ A PR M HASYEIT A B AE . KB Z A
W M SRR — R, E N
W84 W kg R B, IR R T i 6 25 W R 9 i
11 (Pre-DM ) B KU HE AN, $73 I PR = U 7 Jon ity
TEIMR R ACETH R (= 300 wmol/L ) Wy ABE AT
Pre-DM [Fi#s, FEXFHIE T A B R R AE -

ZHU %5 "V 58 & B IR 12 38 3 Notch 15 53



BUARKS B 2 27 2% 35

#3364 1 20214151 T Mod Lab Med, Vol. 36, No. 1, Jan. 2021 153

ETE = BE A5 AT AR TR N R PN R 4 ) O T R
ICAM-1, IL6, MCP-1, TNF-a %5 45E ATk,
D] 77 PR T INAE 38 20 34 0 Noteh 15538 5 19 76 A2
T PR 9 A0 0 55905 728 1) & J#% o Noteh {5 53 i i
TR R A DR R AR AR AR IR Y T S, SRl — Tk
T I T PR R 7K SF-7E T2DM H 3% 41 M 595 7% (DR )
g R B TNAE R RFgT A R s Y, SUA 5 DR
BIEME, FEEd Xt 402 4] T2DM H G DR 954 %
B i) 5 4FJn & B, T2DM 4% SUA 304.0 wmol/L,
AIREVE A T2DM % % 4E DR i — B, UA 7
2 DR MIHLHI AT R AE A : O UA BE &L, 2 %
TER; @ UA {2 3 JiE 5 R AT, B UA 2 3F 4i i
Notch {5 Sl Gk, Z=erass " wros kB, fei
T R 1L 75 N B A DI BB A SR L IS
LA A3 EE . B /INER/ NS K 45405 LA /N sl ik
AT RE [ MG JEL Ay T 5 A B R B, R I T PR
PR KT AAE A AR s 55 s %) s 0 R 8 1 R ™
R Y R =Y 7 i 9T ) | P ey P e AR =y e A
PRIGAAFAE— 52 WA M, — T 491 % e A o )
SR, A WE R JE L eh 28 728 25 () 7247 1l DR IR
4 4.70 £ 0.96 mg/dl, A If A #H N 436 +0.89mg/
dl. YE % "V AFIE LB, DR R e [ Lo DR
JEBIZ ST G 2R

e PRI MAE B AR R S B A I Tl e 8,
T EL AT Ai75 & R n s RO B . b PR 400 19X g
A5 BRI AE . M PRE R A — R A BT
KIEM R, KR,
24 LHRERZEGKEZ ARIERIE—FRREAHL
HIIEN FIIPG, R R A (=) 35 19,
B DS s DXL R A R L B RES A S
JEARSE Y, 1958 4F, LEA 45 PO 15 vk 4R H AR s g T
RES MIRRRIAER . ML, ZWMRhifiE T8
JE IR BB SUA 7K X gl B0 Ln 45 BY gk
TTEERGTIG BRI, X P PR AE RN / HbIX AR
PRI, Ol B PE BRI  EE TE4E ) E  DR IR
IMAE. LAL % B X EHBERER TR (PsA) B#H
AR, HEE PsA RH 25 B E IRIR MLIE
25 LMW ZAGEBmZNGAR  TEFREFENT
PREGRT NABA A E . U HIEFEBT /R 0 2R F
(AD) FIA4#%9% (PD) ', UA X 22 2 58 A9 14
PRl 4E . OIRRRER BRI ) S ALK
oy QRIR W FEACIE W B- MR (AB )
AKAF-5 QI PR IR T LA R A & ol i 34 -3 B
(GSK-3B ) Itk M2 2R / 75 & IR FLHE (AKT)
WEPE, #EmmE 2 URRR R ST my Rk, KR
ZARER B — TN R A2 B IR T X —
WA, T S MPTP B S /NEU& 4 PD, /)

B3 0l HPR PR B A BER K AR B 13 R2Z )5, W&
WKL P PD /N BRAYAT NSRBI AE . IRIR
(A AL O] BE & 1 Nef2-ARE {5 538 40 16
L IL-1b fYF35, BRI A 5 44 3K -1b
(IL-1b) , IL-6 FIBMEIRSEN T -a ( TNF-a ) 7KF-,

MR FEZ A VER . A0 B8, F2md

ZEAE (GBS) A HYIMLTE UA B fdt B Xy 2 I [

15, UEWIRRIR S GBS A 4 M 2 . LEI % Y

WFFEIAN SUA 7K 55 B il 2 v i) S A 2 1Y

RGBT S ) R, IR IRK 5 &

PEBR AR PR A R Z A UIEGR, 4

SUA %&b T 340~410 pmol/L ITLBIRS, 3 WS A

IR AR XU R A

3 RERRE
g LR, BR TAE AR REEIRZ AL, JRIR S 2%

FBSRAROC, 5 PRI IMAE FT LAY e 2228 28,

S RY RINE B TEROR . FAT A BERT S A IR

RN — R R, PRIRAEAT e v m] BE & 4%

TRV, [P Y A K J 5 1 IR K ~F-

A—ERRFR, MHEMTEA LERs A BA R4 1

M, T HFE A S —RER. YRR AT &

OB « BEPRS . AR IS S S I, il

PRI R 2 e A 2 0 FAT R 2 K B R 4

SR

B 3L -

(11 PR AN 2 . IR g JRIR MLE 5 9 K
LITAR R (2019)[]. FPAR N AR, 2020,
36 (1) : 1-13.

Chinese Society of Endocrinology Chinese Medical As-

sociation. Guideline for the diagnosis and management

of hyperuricemia and gout in China(2019) [J]. Chinese

Journal of Endocrinology and Metabolism, 2020, 36
(1) :1-13.

[2] BARDIN T, RICHETTE P. Impact of comorbidities on
gout and hyperuricaemia: an update on prevalence and
treatment options[J]. BMC Medicine, 2017, 15(1): 123.

3] PEBERS, hEEERAE, PR RS

FHBE 20y 2, 45 9 XS s DR R I AE 3% 2 12 97 18
(2019 4F) []. PAEREIfIZL A, 2020, 19(4):
293-303.
Chinese Medical Association, Chinese Medical Journals
Publishing House, Chinese Society of General Practice,
Chinese Association of Gout Study, et al.Guideline
for primary care of gout and hyperuricemia(2019) [J].
Chinese Journal of General Practitioners, 2020, 19(4):
293-303.

[4]  BARDF, ZEFRAMG. o BRI IE X B I 55 o 2 e
1. IR S P24, 2016, 36 (3) : 285-289
CHEN Fang, LI Sumei. The research progress of hyper-
uricemia induces kidney diseases[J]. International Jour-

nal of Pathology and Clinical Medicine, 2016,36(3):
285-289.



154 AR 5 [ 2 2 s

o536 &

i 202141 A

J Mod Lab Med, Vol. 36, No. 1, Jan. 2021

[12]

[13]

[15]

[16]

[17]

BARSOUM R, EL-KHATIB M. Uric acid and Life on
earth[J]. Journal of Advanced Research, 2017, 8(5):
471-474.
DE BECKER B, BORGHI C, BURNIER M, et al. Uric
acid and hypertension: a focused review and practical
recommendations[J]. Journal of Hypertension, 2019,
37(5): 878-883.
JOHNSON R J, SAUTIN Y Y, OLIVER W J, et al.
Lessons from comparative physiology: could uric acid
represent a physiologic alarm signal gone awry in
western society[J]. Journal of Comparative Physiology
B, 2009, 179(1): 67-76.
SR, A, KR IAE A BAREE AL S 2 A
F - IARAE A B2 o P i PR R ILAE [J]. P AR 234K
i 24 7, 2019, 35 (8) :718-722. DOIL: 10.3760/cma.
j.1ssn.1000-6699.2019.08.013
ZHANG Xuane, QU Shen. Recognizing hyperuri-
cemia from the viewpoint of the inflammation[J].
Chinese Journal of Endocrinology and Metabo-
lism, 2019,35(8): 718-722. DOI: 10.3760/cma.
j.1ssn.1000-6699.2019.08.013
NDREPEPA G. Uric acid and cardiovascular disease[J].
Clinica Chimica Acta, 2018, 484:150-163.
MUIESAN M L, AGABITI-ROSEI C, PAINI A, et
al. Uric acid and cardiovascular disease: an update[J].
European Cardiology, 2016, 11(1): 54-59.
RAHIMI-SAKAK F, MAROOFI M, RAHMANI J, et
al. Serum uric acid and risk of cardiovascular mortality:
a systematic review and dose-response meta-analysis
of cohort studies of over a million participants[J]. BMC
Cardiovascular Disorders, 2019, 19(1): 218.
XIA Shuang, DENG Songbai, WANG Yang, et al.
Clinical analysis of the risk factors of slow coronary
flow[J]. Heart and Vessels, 2011, 26(5): 480-486.
PATETSIOS P, SONG M, SHUTZE W P, et al.
Identification of uric acid and xanthine oxidase in
atherosclerotic plaque[J]. The American Journal of
Cardiology, 2001, 88(2): 188-191, A6.
BORGHI C, TYKARSKI A, WIDECKA K, et al.
Expert consensus for the diagnosis and treatment of
patient with hyperuricemia and high cardiovascular
risk[J]. Cardiology Journal, 2018, 25(5): 545-563.
PR ki SRR E K CTA 712 Wrd ik k%2
FEJE B AT ST (9], Hh [E CT A MRI %35 ,2019,17
(2) :12-14,24.
GUO Changlei. Value of coronary angiography and
dualsource coronary CTA in the diagnosis of coronary
artery stenosis[J]. Chinese Journal of CT and MRI,
2019, 17(2): 12-14,24.
X, BRTF-, XIZE8K. MUPRIR . 1T [ 242 e
25 e IR Sk AL FREE I O FR 0T (], Th AR
filf =%, 2020, 18 (2) :22-24.
LIU Hua, CHEN Ziping, LIU Yiran. Relationship
between serum homocysteine and serum uric acid and
severity of coronary artery disease in patients with
coronary heart disease[J]. Chinese Journal of Geriatric
Care, 2020, 18( 2): 22-24.
R, EIE. MURIR/KF- 5 ek Sl ko 22 ™ i

(19]

(20]

[21]

[22]

(23]

(28]

FEBERAHOCHEAAT [J]. O M RBIA, 2011, 11
(4) : 302-304.
TANG Baohua ,LI Zhaohui. Analysis of correlation
between serum uric acid level and severity of coronary
artery disease [J]. Prevention and Treatment of Cardio-
Cerebral-Vascular Disease, 2011, 11(4): 302-304.
GUO Guofeng, HUANG Zhaoqi, WANG Shixiang,
et al. Sex differences in uric acid and NT-pro BNP
assessments during coronary severity[J]. Medicine,
2020, 99(15): e19653.
HUANG He, HUANG Baotao, LI Yulin, et al. Uric acid
and risk of heart failure: a systematic review and meta-
analysis[J]. European Journal of Heart Failure, 2014,
16(1): 15-24.
KANBAY M, AFSAR B, SIRIOPOL D, et al. Effect of
uric Acid-Lowering agents on cardiovascular outcome
in patients with heart failure: a systematic review and
Meta-Analysis of clinical studies[J]. Angiology, 2020,
71(4): 315-323.
WANG Ji, QIN Tiangiang, CHEN Jianrong, et al.
Hyperuricemia and risk of incident hypertension: a
systematic review and meta-analysis of observational
studies[J]. PLoS One, 2014,.9(12): e114259.
WU Lei, HE Yao, JIANG Bin, et al. Association
between serum uric acid level and hypertension in
a Chinese elderly rural population[J]. Clinical and
Experimental Hypertension, 2017, 39(6): 505-512.
CICERO A F G, ROSTICCI M, FOGACCI F, et
al. High serum uric acid is associated to poorly
controlled blood pressure and higher arterial stiffness in
hypertensive subjects[J]. European Journal of Internal
Medicine, 2017, 37: 38-42.
DE BECKER B, BORGHI C, BURNIER M A. Uric
acid and hypertension[J].Journal of Hypertension,
2019, 37(5): 878-883.
LI Ling, YANG Chen, ZHAO Yuliang, et al. Is
hyperuricemia an independent risk factor for new-onset
chronic kidney disease? A systematic review and meta-
analysis besed on observational cohort studies [J].
BNC Nephrol, 2014, 15:122.
HSU C Y, IRIBARREN C, MCCULLOCH C E, et al.
Risk factors for end-stage renal disease: 25-year follow-
up[J]. Archives of Internal Medicine, 2009, 169(4):
342-350.
TSAI C W, LIN S Y, KUO C C, et al. Serum uric
acid and progression of kidney disease: a longitudinal
analysis and Mini-Review[J]. PLoS One, 2017, 12(1):
¢0170393.
XIA Xi, LUO Qimei, LI Bin, et al. Serum uric acid
and mortality in chronic kidney disease: A systematic
review and meta-analysis[J]. Metabolism-Clinical and
Experimental, 2016, 65(9): 1326-1341.
YANG Yanlang, ZHOU Wei, WANG Yuwei, et al. Gender-
specific association between uric acid level and chronic
kidney disease in the elderly health checkup population in
China[J]. Renal Failure, 2019, 41(1): 197-203.
SRIVASTAVA A, KAZE A D, MCMULLAN C J, et al.
Uric acid and the risks of kidney failure and death in



BUARKS B 2 27 2% 35

o536 &

5 1M 20214E 1 H T Mod Lab Med, Vol. 36, No. 1, Jan. 2021 155

[33]

[36]

[37]

[39]

individuals with CKD[J]. American Journal of Kidney
Diseases, 2018, 71(3): 362-370.

UCHIDA S, KUMAGAI T, CHANG W X, et al. Time
to target uric acid to retard chronic kidney disease
progression[J]. Contributions to Nephrology, 2018,
192: 56-68.

XUPH, BEACET W2, A5 L R PRI LA X 18 1 e
TR AR TEHERE [J]. IR RAFST, 2020, 33(1):
120-123.

LIU Dandan, CUI Wenxia, HU Yun, et al.Progress
in studies on the effects of hyperuricemia on chronic
kidney disease [J]. Chinese Journal of Clinical
Research, 2020, 33(1): 120-123.

TILESE, HRML, AR, %, SRR IMUE S 84S
PEB I 82 E DIRERIAH OGRS [1]. ARIIE S
SRR, 2020, 15(3): 161-166.

ZHANG Xiaoyan, SHENG Hong, XIE Jingyuan, et
al. The correlation between hyperuricemia and renal
function in elderly chronic kidney disease patients [J].
Journal of Internal Medicine Concepts & Practice,
2020, 15(3): 161-166.

Hh [ B O s B M RS T 432 i 1 S e
PRI MUAE ISR B SE AR B (2017 R[] FPAREE 2 2%
i, 2017, 97(25):1927-1936.

Kidney Physician Branch of Chinese Medical
Association.Chinese Guidelines for the diagnosis
and treatment of hyperuricemia in renal diseases
(2017 edition)[J]. Chinese Journal of Medicine, 2017,
97(25):1927-1936.

RYUE S, KIM M J, SHIN H S, et al. Uric acid-induced
phenotypic transition of renal tubular cells as a novel
mechanism of chronic kidney disease[J]. American
Journal of Physiology-Renal Physiology, 2013, 304(5):
F471-F480.

CHINI L, ASSIS L, LUGON J R. Relationship between
uric acid levels and risk of chronic kidney disease in a
retrospective cohort of Brazilian workers[J]. Brazilian
Journal of Medical and Biological Research, 2017,
50(9): e6048.

NACAK H, VAN DIEPEN M, QURESHI A R, et
al. Uric acid is not associated with decline in renal
function or time to renal replacement therapy initiation
in a referred cohort of patients with Stage III, IV and
V chronic kidney disease[J]. Nephrology, Dialysis,
Transplantation, 2015, 30(12):2039-2045.

BADVE S V, PASCOE E M, TIKU A, et al. Effects
of allopurinol on the progression of chronic kidney
disease[J]. The New England Journal of Medicine,
2020, 382(26): 2504-2513.

KIMURA K, HOSOYA T, UCHIDA S, et al. Febux-
ostat therapy for patients with stage 3 CKD and asymp-
tomatic hyperuricemia: a randomized trial[J]. American
Journal of Kidney Diseases, 2018, 72(6): 798-810.
ABREU E, FONSECA M J, SANTOS A C. Association
between hyperuricemia and insulin resistance[J]. Acta
medica portuguesa, 2011, 24(Suppl 2):565-574.

R, RS, R i PRIR LA XA bR I A Y
SR MR G [I]. AR AR, 2015 (9) :535-

[44]

[45]

[47]

537.
LI Changgui, LU lJie, XIN Ying .Effect of hyperurice-
mia on diabetic complications and its prevention and
treatment [J]. Chinese Journal of Diabetes, 2015(9):
535-537.
M EE, W, BB, A MRRAKTS5HEIR
Joa AT A A DGR 5T (0], PR PR A4k, 2018,
10(1):77-81.
HAO Panrui, MING Jie, JIA Aihua, et al. Correlations
between serum uric acid levels and prediabetes[J]. Chi-
nese Journal of Diabetes, 2018, 10(1): 77-81.
ZHU Dandan, WANG Yunzhi, ZOU Chen, et al.
The role of uric acid in the pathogenesis of diabetic
retinopathy based on Notch pathway[J]. Biochemical
and Biophysical Research Communications, 2018,
503(2): 921-929.
AR, B L MU R RRKPAE 2 BB R 2 L
o0 555 745 S 8 LI A T (0. i DR R Bk 4 5
2019,27 (3) :221-225.
SHE Xinping, ZHENG Zhi. The role of serum uric
acid level in the prediction of the development of
retinopathy in patients with type 2 diabetes mellitus[J].
Journal of Clinical Ophthalmology, 2019, 27(3): 221-
225.
LM, YL, AR, AR IS IRRR SRR B
AAHSNE [0]. W A2 20, 2019, 39 (6) :1321-
1323.
LI Hongyan, LING Kai, XU Yuexia, et al .Relationship
between serum uric acid and diabetic nephropathy [J].
Chinese Journal of Gerontology, 2019, 39(6): 1321-
1323.
KIANI J, HABIBI Z, TAJZIEHCHI A, et al.
Association between serum uric acid level and diabetic
peripheral neuropathy (A case control study)[J].
Caspian Journal of Internal Medicine, 2014, 5(1): 17-
21.
YE Xiao, CAO Ying, GAO Fang, et al. Elevated serum
uric acid levels are Independent risk factors for diabetic
foot ulcer in female Chinese patients with type 2
diabetes[J]. Journal of Diabetes, 2014, 6(1): 42-47.
BOEHNCKE W H, SCHON M P. Psoriasis[J]. Lancet
(London, England), 2015, 386(9997): 983-994.
DUBERTRET L, MROWIETZ U, RANKI A, et al.
European patient perspectives on the impact of psoriasis:
the EUROPSO patient membership survey[J]. The British
Journal of Dermatology, 2006, 155(4): 729-736.
LEA W J, CURTIS A C, BERNSTEIN I A. Serum uric
acid levels in psoriasis[J]. The Journal of Investigative
Dermatology, 1958, 31(5): 269-271.
MOUSTAFA Y M, ELSAIED M A, ABD-ELAATY E
M, et al. Evaluation of serum adenosine deaminase and
inflammatory markers in psoriatic patients[J]. Indian
Journal of Dermatology, 2019, 64(3): 207-212.
GISONDI P, TARGHER G, CAGALLI A, et al. Hyper-
uricemia in patients with chronic plaque psoriasis[J].
Journal of the American Academy of Dermatology,
2014, 70(1): 127-130.

(T2 160 7 )



