ERERKZEFIR 2012 £5 37 £ 4 5 (Journal of Chongging Medical University 2012. Vol. 37 No. 4) — 319 —

KR

DOI:10. 3969/j. issn. 0253-3626. 2012. 04. 008

B2 A T B M B TSRS 6 2K P 5%

 £.% R, EFW AT M REFE,TFT
(H IR BE R R B 25— B e IR R} F DRI IR B s S0 % R 400016)

[ ZE) 8 WEB B AENE T TS ( Age-related macular degeneration, AMD ) B 2 A9 Il 3% I8 156 2 ( Adiponectin, APN) 7K 3F-
FeAI A MR RL ALY APN 3244 1 3244 2 iY3RIKIKT o 7k 15 DNRE [ F4EIE (69.07 £6.71) % [ 1 1S A XS R [ 7
PR (64.2 £7.46) %5 T AARITE . FTA NEBAS SEABE R g I | PR e O O JE ) e o 5 JUE ) i 3 0 55
P I APN ZKF-il ELISA J5E o A1 i B M ¥ APN 2 K 357K F- 1 Real-time PCR W5 . SR Pearson 1G4}
Br Ak B AE B AR SR 0T , A5 I APN 23051515 RS A5  APN 2RSS K- | P4 BR358 Ra 25 M TR A 1) JB 0% AR5 %% ( Ho-
meostasis model assessment insulin resistance, HOMA-IR) , £ 2 .95 W20 A% 1M 2% APN /KB WA T X e 2H , 20 752 (1. 18 0. 65)
pg/ml F1(2.00 £0.63) pg/ml,P =0.002, i K& I i 2 ) I K 7 B 52 & X0 IR AT, 43 512 (5. 42 £ 0. 64) mmol/L F1(4.79
+0.39) mmol/L,P =0.003, {HJ&,2 ZH 5 I 514 A% 20 i APN 324K ) mRNA Kk /KF- 22 7 04814 L (P >0.05)
gk 2K APN W EFENRTE AMD f35 R RRARAY, 3R 5 APN A S¢ B9 R 5 Z IR0 0] REAF /6 TIRME AMD 05 BE 1 1 45 3 A=
.,

[ SREEIR ) BRIDEER + 5 R HRHL s R DT A I 5 T A i B

(FEEEHLEFLS]IRTTAS [ XHkFRERS ) A (Yfm B HA]2011-12-30

Plasma adiponectin level in patients with wet

age-related macular degeneration
WANG Jun ,PENG Hui ,MAO Danna,FU Peng,YIN Juanping ,LEI Bo
( Department of Opthomology ,the First Affiliated Hospital ,Chongqing Medical University
Key Labarory of Opthomology in Chongqing)
[ Abstract] Objective: To observe the level of plasma adiponectin ( APN) in patients with wet age-related macular degeneration ( wet
AMD) as well as the expression levels of the APN receptors ( AdipoR1 and AdipoR2) in peripheral blood mononuclear cells (PBMC).
Methods : Fifteen patients with an average age of (69.07 £6.71) year-old (excluding patients with diabetes mellitus, hypertension, hy-
perlipidaemia , nephropathy , coronary heart disease , heart failure and renal failure) were enrolled as the case group while 15 healthy sub-
jects with an average age of (64.2 £7.46) year-old were enrolled as the control group. The level of plasma APN was assessed by en-
zyme-linked immunosorbent assay and the expression levels of APN receptors in PBMC were examined by real-time quantitative PCR.
The correlations between plasma APN and clinical indicators ,the expression levels of APN receptors , homeostasis model assessment in-
dexes of insulin resistance (HOMA-IR) were analyzed by Pearson’ s correlation. Results; APN concentrations in the case group were
significantly lower than those in the control group [ (1.18 £0.65) pg/ml vs. (2.00 £0.63) wg /ml,P =0.002]. Blood glucose was
significantly higher in the case group compared with those in the control group [ (5.42 +0.64) mmol/L vs. (4.79 £0.39) mmol/L,P

=0. 003 ]. However, there was no significant difference in mRNA
levels of AdipoR1 and AdipoR2 in PBMC between the two groups
(P >0.05). Conclusion : Plasma APN concentration is lower in pa-
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may be involved in the pathologic neovascularization of wet AMD.

[ Key words ] adiponectin; insulin resistance; choroidal neovascularization; wet age-related macular degeneration
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Tab.2 Expressions of AdipoR mRNA in PBMC
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