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CD36 expression in monocytes and ankylosing spondylitis
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Abstract

BACKGROUND: Ankylosing spondylitis is an autoimmune disease involved in chronic systemic inflammation.
Tumor necrosis factor and interleukin-6 levels increased in patients with ankylosing spondylitis. Inflammatory
factors such as tumor necrosis factor and interleukin-6 can suppress CD36 expression in monocytes.
OBJECTIVE: To analyze the correlation between CD36 expression in monocytes and ankylosing spondylitis.
METHODS: A total of 84 newly diagnosed ankylosing spondylitis patients and 111 healthy individuals were
included in this study. CD36 expressions in monocytes in ankylosing spondylitis patients and healthy individuals
were tested using flow cytometer; meanwhile, biochemistry, immunology, routine blood examination and related
inflammatory markers were determined between the two groups.

RESULTS AND CONCLUSION: Results of baseline data in both groups demonstrated that CD36 fluorescence
intensity in monocytes was significantly lower in patients with ankylosing spondylitis compared with healthy
controls (P < 0.01). CD36 fluorescence intensity in monocytes was negatively correlated with C-reactive protein,
erythrocyte sedimentation, interleukin-6 and tumor necrosis factor. In addition, CD36 fluorescence intensity in
monocytes was negatively correlated with BASDAI score. Logistic regression analysis showed that erythrocyte
sedimentation, interleukin-6, tumor necrosis factor and CD36 fluorescence intensity in monocytes were
associated with ankylosing spondylitis, and risk factors for ankylosing spondylitis (P < 0.05). These findings
confirm that inflammatory cytokine in patients with ankylosing spondylitis weakened the expression of CD36 in
monocytes. There was a remarkable association between low expression of CD36 expression in monocytes and
ankylosing spondylitis. CD36 expression of monocytes clinically may be considered to be an effective indicator to
evaluate inflammation and disease activity in patients with ankylosing spondylitis.
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H g R 11 A(immunoglobulin A, IgA)iR £, 4 Beckman A
JE R E 4 G(immunoglobulin G, 1gG)ik7&.

JEBRE 1 M(immunoglobulinM, IgM)it7i & &% C-

% J¥ 4K 4 (C-reactive protein, CRP) X7l &:

o0 2 5 W K 1 BEL [ 8 (high density lipoprotein
cholesterol, HDL-C)iR7l&. R & Mgt 11 i it
(Low density lipoprotein cholesterol, LDL-C)ijfl
. ZEeHtriglyceride, TG)RF&. WU
(Creatinine, Cr)ilil#&. JIERIES(Creatine kinase,
CK)IFI Bl ikN(Alkaline phosphatase, ALP)
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Figure 1 CD36 fluorescence intensity expression in monocytes between healthy controls and ankylosing spondylitis patients
Bl a e A i B 2 A A X 35 b O PE-CD14 ik A% A ¢ Wik HL FITC-CD36 il PE-CD14 XUBH X 3541 i B i 4t s CD36 1)
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2 %5% Results

21 REHHENN PN ELE8AHI, X E 11141,
FR A AT, AERIEENGE RO T
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YRR T FE I ARE(P < 0.01), WE1. WAZIRE
C-RMNEEMA. Myt GPIREAA, REFREAG, ARk
M. VIR VLR A2 BN E I IH e — 8 il
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B X(P<0.05); MZIZZIRE Y. 08 v BENR HL 1 IR
B L JE [ e 222 5 Wl 2 MR (P > 0.05). LR -
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Table 1 Basic information in ankylosing spondylitis group and
healthy control group

iy SREMEERERA A goE P
(n=84) (n=111)

PR F L, n) 58/26 81/30 x?=0.360 0.549
AEI(R) 356241644  33.80+7.88 {=0.687 0.495
C-R M (mgl/L) 2254+26.86  2.59+168 (=-7.901 <0.01
L5 (mm/h) 38.07+1819  7.31#3.94 (=-8.884 <0.01
BRI G(glL) 13.62+4.25 10.83+1.71 t=4.115 <0.01
Rk A(gIL) 3.01£1.70 1.80+0.78 t=-5716 <0.01
GEERREEF M(g/L) 1.39£0.60 120£0.44 =-2.208 0.027
T R NR R I EE (mmol/L) - 1.1240.30 1194030 t=1.185 0.238
i35 B 5 R 1 IH RS (mmol/L) - 2.9040.70 2602058 =2.485 0.016
el (mmol /L) 1.59+0.77 1204062 2196 0.032
JJIE R (mmoliL) 5.07+0.94 496+0.89 =0.682 0.496
WURRSER(UIL) 96.75+31.52  74.68456.75 t=-4.474 <0.01
TR ERERRIR(U/L) 91.86+28.00  71.58+19.14 t=-4.570 <0.01
JBRSEIN F(nglL) 8.63+1.95 4614108 t=12635 <0.01
FI4H/ 2 6(ng/L) 16.52+4.44 2424138  =20.231 <0.01
CD36(MFI1)(x10°%/L) 0.34+0.14 0762026  t=-13.025 <0.01

FIE: PP BE VR . SRS IR R LI L A DL I 2 S G
£ (P> 0.05).
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Table 2 Correlation analysis of CD36 fluorescence intensity in

monocytes and related inflammation indicators in ankylosing
spondylitis patients

fiibr HIKRHr P

C- M -0.378 0.014
TBEHRE G -0.409 0.007
13T -0.441 0.004
F4ir %6 -0.404 0.008
IIRABEIA 7 -0.375 0.014
BASDAI -0.375 0.016

P MENEEALR FZANR CD36 SO EIK T C-RBME A . T %
BERREEA G AN 5 6 LUK SER 1 FA ARG -
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F 3 BEMEFLREXREIEIRD logistic BN HLER
Table 3 Logistic regression analysis of ankylosing
spondylitis-related inflammation indicators

i H B SE Wald P OR 95% A7 [X 1]

LR/ 0498 0.232 4632 0.031 1646 1.046-2.592
fyRsRE 7 1.611  0.685 5.532 0.019 5.009 1.046-9.563
H4ifuN%6 1.008 0.293 11.926 0.003 2.846 1.532-4.311
CD36(MFI) -0.021 0.013 9432 0.016 0.845 0.821-0.996

RyE: MPT. MBI T AR 6 LUK AL AN CD36 %L 155
BPEEFEZANR, AMEME R BF ISR R 5P < 0.05).

3 i1+i® Discussion
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