55 27 %5 20 W) FEMREZESE Vol. 27 No.20
2017 4£ 9 A China Journal of Modern Medicine Sept. 2017

DOI: 10.3969/].i5sn.1005-8982.2017.20.012
XEHS: 1005-8982(2017)20-0060-05

/.

R A BRI R AL S AR R

A, R E R, S
(W E&EFHFCER #BF, I %7 629000)

HWE.HH W HFRAGRBAERARE KmedE R, 5 SREFSFRA S KB Az B4 64 4]
k& F i (HUA) 2R, i B4k A % 60 1) 4 st BB 48, 4ot & 73 — B85 (MDA) (A2 &AL 4 ¥ /L EE(SOD) . & A4~% 6
(IL-6) B3R B F o (TNF-a )KF, 58 HUA 4 MDA.IL-6 . TNF-a % T8 41,S0D & F 2318 4a
(P<0.05); fn 7% f B K -F 5 MDA IL-6 . TNF-a £ E485%,5 SOD £ %48 (P<0.05); MDA 5 IL-6 . TNF-
a ZEA#(P<0.05),50D 5 IL-6.TNF-a 2 fi48%(P<0.05); kB MDA % SOD £ IL-6 . TNF-«a %%
B} E(P<0.05), it HFRAZD AR EEFIRN 2 BA BB K FEIRE, M & FR N KA THE
5 3 SR 51 AL 04 BAL R B R X

KR HEERE; SRR AR BAC R K R R

& 4S5 R589 SERERIRAS: A

Relationship between oxidative stress and inflammatory response
in young patients with primary hyperuricemia*

You Zhou, Guo-giang Xu, Ze-yan Pu, Xiang-kun Li
(Department of Laboratory Medicine, Suining Central Hospital,
Suining, Sichuan 629000, China)

Abstract: Objective To analyze the relationships between oxidative stress indexes and inflammatory
indexes in young patients with primary hyperuricemia. Methods Asymptomatic young patients (64 cases) with
primary hyperuricemia found during physical examination were selected as hyperuricemic group, 60 healthy
persons were selected as control group. The levels of serum MDA, IL-6 and TNF-a and SOD activity were
detected, and statistic analyses were carrid out. Results The levels of MDA, IL-6 and TNF -« in the
hyperuricemic group were significantly higher than those in the control group (P<0.05), and the SOD activity
was significantly lower than that in the control group (P<0.05). The level of serum uric acid was positively
correlated with MDA, IL-6 and TNF-a (P<0.05), but negatively correlated with SOD (P< 0.05). The serum
MDA level was positively correlated with IL-6 and TNF-a (P < 0.05). The SOD activity was negatively
correlated with 1L-6 and TNF-a (P<0.05). Serum uric acid, MDA and SOD were the influencing factors of
IL-6 and TNF-a (P<0.05). Conclusions There are oxidative stress and micro-inflammatory state in young
patients with hyperuricemia, and the inflammatory response may be related to the oxidative stress response
induced by hyperuricemia.
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