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There is great concern for the increasing incidence of hyperuricemia (HUA). HUA is not only the main cause
of gout, but also closely related to many systemic diseases and their development such as kidney diseases and

cardiovascular diseases. This article briefly describes the metabolism of serum uric acid (SUA) and the biological

effects of antioxidants, as well as the mechanism of kidney injury induced by HUA.
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1 AR A 5 PR B2

1.1 1 i bR B8 B >R TR R 4K 354

AR P A AR 3 ke R A T R P TR
FIVAN G PR GRS o P Y I e i Bk U A P A% T
A H B AR, 290 5 H IS R R (serum uric
acid, SUA)=A i 80%; AMIEPEZERS Sk H T 12
BIRE, 454 HSUAER20%, IEFIRE
T, SUAfEMt s r2/32 EHEH, Ji1/3 N iHAkiE
HEH

1.2 SUA 7R B £ 4 2 U

KZHWA I A IR R E, EHefSUAY
AT PR PR R R, JF o PR HEM . (e A
RN AR X FP L AR, BT SUA SR N IS AR i3
W AT o AR 22505 30 DA SUA R — i 1)
I, EEGI A Rk e A VL R 2 E R T X
N AR EHLE = A — g s, Hog m BAR o
i M AT AN T I

FEA R A PR R EE T, 2
11082 L s S 7= W 1 D 17 ] /T T
R 5 &AL, W EfbE . NOFEREAY IR
B, A H RS, AN, SUASHNH 40 i
SN ALY B AR R AN IS, SUARYIX SE A
e EHE 4 T —FifBi%, BISUATE.Ch I 45 %0
FBE R BB AR — PR AL ke KT B i A X
I iE H R AR I R RO N . AR, X — RS
— B 0 I A B AR I HUA S O 4 =R
1 2 R SR BE IN f E SC IR SE 2P I . AR UARIA
FAEAN AN B AR TE M, (H— H I A,
EARAESFAEFEEN, KhifZ20 a8 n
W58 S FIE S

1.3 HUA HIE X

BEAEHUAR E LRy IEHERIRE T, dEM
H 2 W SUAK -, B 1E>420 pmol/L, %
#£>360 pmol /L. HOH i dr [ & FILRAM, K SUuA
JKF- 15 F420 pmol /LiE LNHUA,

2 HUA ¥ '5i#iG

2.1 HUA 3| X 'B %

W 5T SUATE CKD H 19 /E H AE % IR e . FR iR
FZHEHEL, B /NERE T R AR AS AT bk A
oA Bl SUAK -0 T & o 76 0F 5% 3l i ] s Y
ESHRIRE S HUA/DN RBR 0 HUAME T

240 M R I R AR 1Y 2R 4 N RAE K TN T Y R A
KiFETFHE R SUALE/NRE /NE A #s T
NE-«Bff il i, ER&M M T T8 RIE R
7B A Tl o DR TR AR T A A e R I
T, AL SR T OB B0 R ) G LR
TN F- a2l i 32 10 40 1 7 A= 0 5 22 fie 2 40 i [
T, IFRECE N E A BN T, SR
PRI IR, TNE-atls n] AE B R A0 I 5 = 23
WU AR R R /N USRS P, TNE-aff) 3k R
1T S B a5, I 72 R4 24 hik
FIVEME, XA HCEMEIE IS, RIRFS i
P A M A A I o o — T i, 2
VAT IE B T 40 B 2% 55 A5 b A F- (regulated upon
activation normal T cell expressed and secreted
factor, RANTES) ik i & 8 i It P 5 7 5 K F
RANTESH K BN BERAL N T, A5 2
5005 0 e T AR

2.2 HUA #5f5 'B/INBk X 52 48 ff

TE DR 8 it 30 1 390 3% T A HUA KRB |
HUASG | 2 & A6 0 35 Ry, 39 i N AD P H 4 Ak g F
M E K EINANOX-4 W F Ay F 1k, FBRIENOEY
FIFHE . HUAK BB B8 REME il E . B i
W 45 R sh ko A2 T FE S — AR SR N, HUA
KEBAR N RN O (NO, /NO, )i/, il
FETFE G, B A W R NER N S KR AE o TE 4
FTLAGARIGIT G, KEBERRNO, /NO, it
Hom, JFHAR T NSk, X REJE N O
XF I - LA B ) e g g A T 8y, R
BN 2 D RE B A R HUA T 5 R 1 B #i45 . filr id
— I AT R . UAYE SR R D BE B A 5 46
7 A RS 40 i Y AT PR B AR A 06 . BEMEEE R
75 S o PR K RRUAY SE IR AR R U g R
B A A b Tl A1 1 550 ok 555 AR TR L BRVE L R Y
K IfE

2.3 HUA En'S Mikzh 715

W HUA K BB RIPOSER . 8 msUAS S 3
e IR R B9 T, AT DA R R R 2 ) B
B IR Ay A Ak il 1 1 75 Ok TR L F R L X — A B
TE i 20 4 S Pk Glue 9B e /I BRI 56 174 3 485 1 v
MEES, /N EAEHUARE LR, He 5
N 3 T T i T 3 A P S R ) B T A
AL TR R P HUA S & 1M & A 2 18] i 1 [a)
KF, FRAHUAME W B Bt 72 51 & & i .
W), HUAM o O S &R - 1048 Bk 2R R a8 /b
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NOF il Aie i A 396 114 £ SRR g i e 5 AR A/
ke, SUERMAE S0, B2 T EOK AL
B 7 1ML

PR i ] DL 3 AR - L R 5K AR AR SRR
VLS P T ULAR B A B AR, O L AT U i P
T LZR M A7 AR 1 D) e 1 IR R % iz 4 1 ok 2 93X
P A A, HTHEE-LEEKER
G PG, 2> P B RS IS 1R B S AL
B, X BG4 R Bl Bk D) e £ 2 51k 3 ik
e, I HoJ& S B0 R A i 5 ) B A
4 ESEe

2.4 HUA Rt L a1k

bz - 18] i % fk (epithelial-mesenchymal
transition, EMT)%%%%’%E@L&?H}H@%%%
BRI, R Iy R RVEG AR Sy (8] 5T 40 A Y AR
%A R 2 R AR B T R 2T A A0 i RN L £
i EE R R, H X RS TEA
Hefpt,

SUAT] D43 #1175 S EM T X 15 /N 45 40 i 7 A6 B
FAVEH . HUAK BB B A 4 J8] i) I 7 BH 8 09 ' /N
6] S 2T i A 2 BT EMTIEYG , WE-45 %68 A %
K REAR T a-~F- 3 UL B 2 (1 2R 58 (a-SMA) B . 7E
Jo7 FH 591 W T2 4 R TR 2 97 6 ) B I 5 B AIK T SUAT
S AR RS . EHUAKRE /NS E 4
SUAE FEMT R, E-5%0 8 1A LA G &%
SER B F kb, i H SUATE i3 77 Z AL I E-45
FAE AWM. B-SRE P T RPN EEMT
fil & B X EEALH . 45 A EMT 2 B 27 44k i) .10 30
G DIEW . SUAE S 0B /NE N IEMT 2 —
Pl i BEHUA S CKDIEJRAH G B bl il . K 2 808K
I S SUALE 1y B &7 4 Ak F CRD 3 % A i PR o e
W, REEDSEIVES, AL K5 7
N — 2Bl PR T Pt il 50 i — 20 SC8F T UAR X —
BUBAEF , (EL {8 R i M S 4000 3 7] 3 (IR SUA KT
A ) T B LR o A T A

2.5 HUA NE 'S F 44k

SUATEE L E T RIAE . WETIRERG . &
Ak RN B 2 - A R 5K 3R AR G O R e 0 AT
tho HAN, HUARBCE /NN KRS, 5k
JUE I B0 7 2 ek s, DA 1 A 4R Ak Y A
HEE . 2 St e PTIR IE  E E SA Tk I
FT LA 2 AR SUA R il v W h4 STk il >k 191 5 '
5. SR, WA B IEPE 2% B s A PRI IR
5 R SUA S B A b IR OC R . Rk, B

W Sk Tl 41 1) 590 75 T8 By ' 2T 24 £k A CKD E Ji v i
VR 25038 o R RS PRI 2 — 2P R

3 %iE

HUAZ T & WA E, I 5 CKD AT IR
2 1) 5% V1) 16 R A1 HG 328 7 B Ok 3 A R I F 5T A
HUAR DLt Z s 2E s, missx
SE . SAUACR PR N . N R DR R AT L R] R A &
T L S BE B BIE ST PR SEHUA
CKD U JE R EHEfE s N 2R, L SUAK -G in
1 mg/dL, CKDNXEIEM7%, I+ HAERAEH
PRIGEEPHAERAREERNEEMEE . fF
HUA R CATfREIR . ARAE, N7 R 012 W 53R
J7 LR SR AT E R
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