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5 CD4" T AL B 1) 5 th R AR IEFR

I M &&%k Kk o hHwW AT ¥ O#H Ik

# OE BB RS U R E @ X B S R AR BR R M CD4 T T 4 MR ) 25 5 OF 4R T KUR T Bk
R G MIRER PR TE B0 EE CT4 " T 40 M S0 BF e A A M IR 7 AR OGPk . ik WA S MR XU (= 90) B fil FE XS FRZH (n = 72) 1Y
I PR BT (A5G — M BT v PR 4 M T At R 3 C BN AR B ILPR AR L C'T4 ™ T 48 it SV A% A2 &0 43 200 it FRL ) 5 A 00 744 4 40 ] i
REHR R ACE, Lo B PIAH [A] Ah JE i R BE R S CDA ™ T MR 25 5 b A IR R S & IR R BT R IO AE G ME . R SR A
%, 2R XU A JE i B B 2 K P B B AR (P < 0.001) , H Th2 \Th17 . Th17/Treg ¥ 7+ & (P <0.05) , Treg .\ Thl/Th2 ¥J &k (P <
0.05) . 2P RALSM i g 06 3 5 b Mok 40 Mo 20 A MO DT RE R K C R B AT UM O (r = - 0.244,P <0.05;r = - 0.311,
P <0.05;r= -0.506,P <0.001) M5 Ml JR R TCAR 5 . 2Pk WU S0 JA i 5 88 2 55 Th1 F1 Thl/Th2 # & IEARE (r = 0. 252,
P <0.05;r=0.218,P <0.05) . 25 XNA5MNE MARIEE 5 A A% - 2 (interleukin -2, 1L -2) 414+ K - 4 (interleukin -
4 1L —4) M i 2 - 10 (interleukin — 10, IL — 10) # 2 1IEA 5 (r =0.323,P <0.05;r =0.377,P <0.05;r =0.359,P <0.05) ;
M5 140 A 2 - 6 (interleukin — 6, 1L — 6) Fl il %8 $R FE ] 7 — o (tumor necrosis factor — o, TNF — o) M ¥ (r = —0.265,P <
0.05;r=-0.299,P <0.05), ZI&MBIHSHr Bn, 2P XA SN mAEERE S M RTiRER C KM &EH L -6 & INF - o
PR (B, = —12.541,P =0.003;B,,, = - 8.256,P =0.024;B, , = -15.907,P =0.037;B,,_, = -79.770,P =0.040) ,
MY Thl 2IEAAR (B, 2.959,P =0.006) , £t 2P KUY R B H FP A 5 36 2K P R& A%, Th2 F1 Th17 FF &, 1 Treg
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Analysis and Correlation between Peripheral Adiponectin and CD4 * T Cell Subsets in Patients with Acute Gouty Arthritis. WANG Ying,
GAO Huiying, ZHANG Qi, et al. Department of Rheumatology, Second Hospital of Shanxi Medical University, Shanxi 030001, China

Abstract Objective To compare the difference of peripheral blood adiponectin and CD4 * T cell subsets between patients with a-
cute gouty arthritis and healthy controls, to explore the correlation between adiponectin and serum uric acid, disease activity, CT4 " T cell
subsets and some cytokines in patients with gout. Methods The clinical data (including general data, neutrophils, erythrocyte sedimen-
tation rate, C — reactive protein, blood uric acid, CT4 " T cell subsets and some cytokines) of acute gout group (n =90) and healthy con-
trol group (n =72) were collected. The level of adiponectin in peripheral blood of two groups were detected, and the differences of adi-
ponectin and CD4 ™ T cell subsets between the two groups were compared; the correlation between adiponectin and clinical data was ana-
lyzed. Results The levels of serum adiponectin in the acute gout group were significantly lower than those in the healthy control group
(P <0.001), and the levels of Th2, Th17, Th17/Treg were significantly higher than those in the healthy control group (P <0.05),
while the levels of Treg and Th1/Th2 were significantly lower than those in the healthy control group (P <0.05). In the acute gout group,
adiponectin was negatively correlated with neutrophil, erythrocyte sedimentation rate and C — reactive proten (r= -0.244, P <0.05; r =
-0.311, P<0.05; r= -0.506, P<0.001), there was no correlation with serum uric acid. In acute gout group, adiponectin was posi-
tively correlated with Thl and Th1/Th2 (r =0.252, P <0.05; r=0.218, P <0.05). In acute gout group, adiponectin in peripheral
blood was positively correlated with interleukin =2 (IL —2), interleukin -4 (IL —4) and interleukin - 10 (IL -10) (r=0.323, P<
0.05; r=0.377, P<0.05; r=0.359, P<0.05). There was a negative correlation between interleukin —6 (IL —6) and tumor necrosis
factor —a (TNF -a) (r=-0.265, P<0.05; r=-0.299, P <0.05). Multiple linear regression analysis showed that adiponectin in
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the acute gout group was negatively correlated with erythrocyte sedimentation rate, C - reactive protein, IL = 6 and TNF — a (B, =

~12.541, P=0.003; B, = —8.256, P =0.024; B, _,

= -15.907, P=0.037; B

= -79.770, P =0.040), but positively

TNF -«

correlated with Thl (B,,, =2.959, P =0.006). Conclusion The levels of adiponectin in the peripheral blood of patients with acute

gouty arthritis were decreased, the levels of Th2 and Th17 were increased, and the levels of Treg were decreased. The decrease of adi-

ponectin was related to the immunological disorder and inflammation in the patients with acute gouty arthritis.
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activated receptor — o, PPAR — o) FIJF F R 76 1k 2 H
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FR 2> ], 2R FH i B 6 22 W% B 4 56 ( enzyme — linked im-
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P . 5 (0T IR A b, 2P o XU A A I B BBk 3R
B 5 [ IS [ 1922. 92 (1480. 98, 2543.55) pg/ml vs
2451.95(2108. 67, 2845.77) pg/ml ] , 5 H G it
B X (z=-4.242,P<0.01),7EWLE 1,

2. 2R AL 5 e X IR AL A A i CD4 T 46 i
WRE LA, 5 R R 4 b g, Ak i X 4L Ak JE ot
Th2 \Th17 \Th17/Treg ¥+ & (P <0.05) , Treg . Th1/
Th2 YK (P <0.05) ,Thl 23 T4 %E X (P >
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i H AP (n =90) fa X IR 4L (n =72) z P
Th1 (/ul) 112.61(82.79, 179.70) 125.58(85.95, 178.68) -0.244 0.807
Th2 (/pl) 8.97(5.97, 13.79) 6.94(4.62,9.31) 2.875 0.004
Th17 (/pl) 11.04(6.68, 16.83) 6.24(3.62,9.13) 4.805 0.000
Treg(/wl) 25.37(16.13, 38.61) 29.68(22.16, 40.95) -1.989 0.047
Th1/Th2 12.98(9.61, 19.68) 17.30(11.34, 30.97) -2.796 0. 005
Th17/Treg 0.42(0.26, 0.63) 0.20(0.13, 0.34) 6.134 <0.001

3. 20 AU AR TR i B B 2 S — I R R 2
PRI 115 2l FE A DG 43 AT < F 2R KU 90 5] £8
JE R IR 5 — B IR B OB I % 0 IR B B aE AT
Spearman FHICVESX BT, 45 R kB0, BRI R 5 PR AL
g AR N RV S O Sl = 1= B A
-0.244,P <0.05;r = - 0. 311, P <0.05;r =
-0.506,P <0.001) , 155 Ifil bR ER JCAH G , TR WL 3,

x3 SHEREANMNEAMERES —RIGKERRER
B EREXMEI[M(Q1,Q3),2=90]

4. 2P AL AN M AR BE 2 5 CD4 " T 4 i 0 A
AH SR 43T 2 20k 98 XUZ 90 1 B8 3 1 5 1 g X R
5 CD4" T 4 M 0 B #E 4T Spearman #H 43 #1 . 45
R, 2MW KA R E 5 Thl [ Thl/Th2 ¥ 5 1EAH
F(r=0.252,P <0.05;r=0.218,P <0.05) ,Tii 5 Th2
Th17 \Treg & Th17/Treg ¥ TCAHGME  TE LR 4 K 2,

4 RHEBEXANMEMNERES CD4' T HEITEHLN
HXHEM(Q1,0Q3) ,n=90]
IgE| Bl r P

i H B fE r P
kL4 (% 10° /1) 4.31(3.31,6.33) -0.244 0.021
LM% 2 (mm/h)  15.00(7.00,26.25)  -0.311  0.003

C R & 11 (mg/L) 10.73(4.01,18.08)  -0.506 <0.001
FRR (pmol/L) 502.50(397.00,602.25) 0.147 0.168
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5. 20 R AR JE i s Bk 2 S 4 i R R OG T
G3HT  ZPE R XU 90 A 62 5] SB A TN T 24 B TR
T NESATLLEH, SRR IL -6 1 TNF - «
SR T R, 0 IL -2 IL -4 M IL - 10 gy
MBI FEIE YL K 62 B R E IR R 5% 4 4 i
AT 1T Spearman tHIRME 1T, G5 R AM, 2w
AR E S IL -2 IL -4 & IL - 10 ¥ 5 F 4 56
(r=0.323,P<0.05;r=0.377,P <0.05;r =0. 359,
P<0.05);1M 5 IL -6 . TNF — o 35 7 41 56 (r =
-0.265,P <0.05;r= —-0.299,P <0.05) , W5,

RS [MEERANMEMERESHEBEFHEXME(n=62)

TR [
i [ % 1 - r P
[M(Q1,03)]
IL-2(pg/ml) 0.08 ~5.71 1.85(1.22,2.53) 0.323 0.011

IL-4(pg/ml) 0.10~2.80 2.00(1.26,3.15) 0.377 0.003
IL-6(pg/ml) 1.18~5.30 9.32(3.99,15.67) -0.265 0.037
IL-10(pg/ml) 0.19 ~4.91 3.59(2.48,6.18) 0.359 0.004
TNF - a(pg/ml) 0.10 ~2.31 2.43(1.39,4.57) -0.299 0.018

6. 20Tk AU A A i A 156 3 55 9 99 1 30 BE L Thi
3843 240 i B - 22 e 2 11 VA 43 By« 2t R XU A R
MASHE R S L0 vl % C e pi & 1 L IL - 6 Al
TNF — o # 5 M & (B, = - 12. 541, P = 0. 003;
B, = — 8.25,P =0.024; B, , = - 15.907, P =
0.037;By_, = —79.770,P =0.040) , i 5 Thl J
IL-10 ¥R IEM (B, =2.959,P =0.006;B, _,, =
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IL - 10( pg/ml)
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-79.770 37.937 -0.279 -2.103 0.040
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