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[ ABSTRACT ] Aim To explore the effects of epigallocatechin gallate (EGCG) on the inflammation of vascular en-
dothelium in hyperuricemia rats. Methods Thirty-six male SD rats were divided into normal control group, model con-
trol group, EGCG low dose (EGCG-L) group, EGCG medium dose (EGCG-M) group, EGCG high dose (EGCG-H)
group and allopurinol group. After five weeks, the expression of MCP-1, TNF-a, ICAM-1, ET-1 and eNOS in hyperuri-
cemia rats were detected by RT-PCR, serum uric acid, creatinine, urea nitrogen and xanthine oxidase ( XO) were deter-
mined. Results Compared with normal control group, the levels of serum uric acid and XO were increased in model
control group (P<0.01). Compared with model control group, the levels of serum uric acid and XO were significantly de-
creased in EGCG-L group, EGCG-M group, EGCG-H group and allopurinol group (P<0.01). Compred with normal con-
trol group, the mRNA expression of MCP-1, TNF-a and ICAM-1 was markedly increased in model control group (P<
0.01). The expression of MCP-1 mRNA in EGCG-H group and allopurinol group was markedly decreased as compared
with model control group (P<0.05). Compared with model control group, the expression of TNF-a, ICAM-1 mRNA was
significantly decreased in EGCG-L group, EGCG-M group, EGCG-H group and allopurinol group (P<0.01). The mRNA
expression of ET-1 in EGCG-M group was also decreased significantly ( P<0.01). Conclusion EGCG attenuated

serum uric acid and the inflammation of vascular endothelium in hyperuricemia rats.
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P, 305 5600 | I s A OB R IE JRE AR
LR A AR S S MR B DI AR G2 N B 4t i ) g e
B2 e PRI AH DG s 1) S ] A L 2 — , Herh R
JERN e FEHRTY REETFILARRE TR
fiig ( epigallocatechin gallate, EGCG) J& 4% H & &
Z 02 W2 B, vl 0 4 45 I kB ( nuclear
factor-kB,NF-«kB) . 1408/~ & 1 (interleukin-1, IL-
1) SRR AE R T ( tumor necrosis factor-a, TNF-
a) HAME A E 8 (interleukin-8, IL-8) ., — & fL &
(nitric oxide , NO) A i W 21 fifd #4 £k PR 1~ 45 48 i K+
K AR g R C MR EZMESE
I 2R T T PRI LAE PR iR A3 5 AR, 45 2R
N TP FRER (uric acid, UA) F1 C Sz v 25 H ( C-re-
action protein, CRP) 7K & T D AN, AR
RRZHAE RS A0 ML 5 AIE S EGCG 1] i /b PR R 1
S N E KN K 48 M ( human umbilical vein
endothelial cell, HUVEC) #&AE K F AR K , B 46 A%
2B ¥ 4k & H 1 ( monocyte chemotactic protein-1,
MCP-1) TNF-o 4 [E] 6 [ 43F 1 (intercellular cell
adhesion molecule-1,ICAM-1) NF-kB N ¥ & L[ 2
(cyclooxygenase-2,COX-2) " {H 275 75 K Pyt G itk
We? BB & 7 i PR IR ILAE K B¢ EGCG Xt
PRI I SB0IMAS N B2 S RE A PR AR

1 M#EFTEE

1.1 ##

SD AR H LA KT LR YT O ARR
(oxonic acid, OA) KB . % K W B Y # % & Sigma
N EGCG 1 B AT 6 1 35 25t B BUR IR 2 7 (4
E=98%) ;7 EA BRI B LI 20 R A
A RN % 2 eh L BF (xanthine oxidase, XO) 1%,
7| & W & % [E Cayman 2 7] ; Trizol &7 1 § % & In-
vitrogen /A & ; RT-PCR X 7| & W B H & TaKaRa 2
@ ;PCR 5|47,

1.2 #h¥sad

36 RAHEMESD KR, R E 254.5¢11.7 ¢, 3 M
AR, REREN A BRI FEEE KRR
Mah<d,&086 R :-OEFXRA. T HAR
A, BFRBAEREZE 1.5 mL/100 g F F % 18 KOk
B 1 kA X PR 41.0.1 mmol/L R B ¥ A K E
WA K, Bl R ARYE R E % B 1.5 mL/100 g

3.4% OA W EF,F KX 1 X;QEGCC K7 &4
(EGCG-L 41) :3.4% OA+0.1 mmol/L & & t F £ &
1 % ,EGCG 50 mg/ (kg - d) T4 # & 1 %k ; DEGCG
d 5 B 4 (EGCG-M 41):3.4% OA+0.1 mmol/L &
% 4 E 1 K ,EGCG 100 mg/ (kg - d) T #E
1 K ;®EGCG & 7 & 4 (EGCG-H 41):3.4% OA+
0.1 mmol/L KB F 4 & 1 %X ,EGCG 200 mg/ (kg
) TFER 1K @ FESEH 30 mg/ (kg - d)
FlEEARER 1R, %1 XENFO0R,
BRAKRKEL R REREFRELAGFNE, FLES
Jl, TS50 .2 B 4 .5 B e k& KRR # K
% 1 mL, £ & QAL E B 3000 r/min & A2 15 min,
ABMEET-80C k&R, EHhE S5 ALK
2% KB XGRS R LA R, K&
W, B AL E L 3000 t/min B8 15 min, LA
500 pL $E47T 9% fE, B T-80°C kf8 & H . It 2
B oK R E 3 Mk, AT RT-PCR &,
1.3 MmiE=n

1 7% LEF ( creatinine, Cr) | /& & % (urea nitrogen,
BUN) Z & B % il Bechman 4 8 3 4 1 247 UM
1.4 FHIZWKSEST

KR R AT E AN, B A 1xXO sample
buffer # & 7 B 100 &, 48 5 ARV A H B E K E
#0.,20.40.60.80,100 4 6 Mk &, HEFAE XO
detector ¥ A2 X\ 200 wL DMSO 2 & T 1%, 7 HRP
Bm N 200 wL 4K B R TAE R, B A B RO,
Assay buffer(9.8 ml.) | detector (100 L) ,HRP (100
L) o FILA A NATVE & SO A & S0 w5, &
FLE N 50 wL MIX,37°C 5 F 45 min, T & %
£ 535 nm, & 4 K 595 nm FHATE M, UUARE &
HEEAR, RAME AN LA, B A b &, RIE
HERELEEZBAEH EERERNESSE,
1.5 RT-PCR #&i

F| Trizol 7 3 # B E 30 ik & RNA, # # X 4
¢DNA, % JHl SYBRGeen # & % X # AT L = &
PCR, & B & % 25 pL, MCP-1 L 5l 41 % 5'-
GCAGGTCTCTGTCACGCTTC-3", T i# 5l 4 % 5'-CT-
TGGTTCTGGTCCAGTTTTCT-3", 434 7= 41 1 281 bp;
ICAM-1 L3354 % 5'-CGACGCTTCTTTTGCTCTGC-
3", T 5 41 % 5 -ACCATTCATCTCCCGTTTGA-3',
¥ FE 4 A 264 bp; TNF-a k3% 5| 4 % 5'-CTCT-
TCTGTCTACTGAACTTCGGG-3', T W 3| 49 h 5'-
ACGTGGGCTACGGGCTTGT-3', 4 3 7= 4 146 bp;
ET-1 Ei# 5 4 H 5'-GCGCGTCGTCCCGTAT-3", T i
Bl 41 A 5'-GGCCTCCAACCTTCTTAGTTT-3', ¥ #¢ 7



CN 43-1262/R " E kAL 4d 2017 4F56 25 555 1 1) 15

41 283 bp; eNOS ki 5 4  5'-CCTCTGCACTAT-
GGGGTCTG-3', T i 5l 41 & 5'-TCTCAATGTCGTG-
TAATCGGTCT-3', W# GAPDH b5 4 % 5'-TG-
GCATGGACTGTGGTCATG-3', T ¥ 51 # % 5'-
TGGGTGTGAACCACGAGAAA-3', ¥~ 84 7= 4 % 144
bp. % B & 5 3 4 K 5 94T PCR ¥ 8, &
B4 :95.0°C T & # 30 5,95.0C & # 5 s,60.0C
K 30 s,72°C HEA# 30 s, B B R BUK K, 3t 40 M
I BUEE3IR,ENEREAT WSS &
#r, L GAPDH 1€ § )N #4724
1.6 Zit=EaHh
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07 A, T 4L 1A 2 3 H 3R R KR, Student ¢ A B
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ETh G, AR AT B, o EGCG i &
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M IRBRIKF-3— 20 T, T EGCG 4% Vi 2 41 0
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Figure 1. Effect of EGCG on serum uric acid in hyperurice-

mia rats
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Figure 2. Effect of EGCG on serum Cr and BUN in hyperu-

ricemia rats
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Figure 3. Effect of EGCG on serum XO in hyperuricemia rats
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2.4 EGCG %5 FR B I fE K B & 3h Bk & £ & F
mRNA X HIF0E
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Figure 4. Effect of EGCG on the expression of inflammation cytokines in the aorta of hyperuricemia rats
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