Ml X EZ2HR(OEF M)
J Sichuan Univ (Med Sci Edi)

m/MRGRL R R EFRIEH CD62P.CD154 5
ENXBXR T RABREHR"

2017, 48(3) :405 — 409

B N 1 2 <32 1 e 1
E?—NH& BT, é Fi éﬁﬁ%\g’ X'J # a% % =
1. PO KA P B g KR e e Bl (AR 610041) 5 2. P4 R B RL K24 B B2 B KGR RL (U9 646000) 5
3 P P BE B T 4R B BRI LA 610041)

HE]1 B W IL/MRIECKE (platelets microparticles, PMPs)7E 3¢ XU G 15 48 (RA) H 35 5G9 W A1 4 A i
o iy 2 35 M 5 R AN R I X IR 22 ) A 25 S R3S PMPs KBS RAESERZAM LR, HiE R mA 4
HOAR A I 26 41 15 3h 3] CF 08 16 335 % (DAS) 28 =3, 2JRA B A1 & 1 Fn 15 {31 {g B XF B8 41 40 J& i PMPs & & |
PMPs [#§ CD62P \CD154 AP L2, K500 RA S5 F0 15 461 4 e uf FR 4 51 ] 1. C =2 1o 2 1 (CRP) | il T (ESR) L 28 X
1% (RE) HUH R Z W2 BB (ACPA)Y $8 45, 43 5 PMPs 5 1 5 & F8 b5 A G . Horb 16 il 47 B 5C 1 AR RA &
A1 B RS T 50 %o A0 B 0 R 56 T i PMPs & i )2 CD62P PMPs #1 CD1547 PMPs L%, 8  ORA B F4E
PMPs & & i T RERT B4 (P<C0. 01) ,RA .3 41 JE 1. PMPs & £ & T B X KT (P<<0. 01) 5 QRA H 4 E i
CD62P" PMPs H, 5 i e X JR 21 (P<C0. 05) AL X X (P<C0. 05) s @RA 35 4 il CD154" PMPs H, % &
T B o B 20 (P<<0. 01) FIEL X 2 359 (P<C0. 05) ; @ RA # & 41 J& 1. PMPs £ & 5 %% 1% 3h P $F 4> DAS28 (r=
0.462, P=0.018) R IE A3, 5 ESR.CRP.RF,ACPA KN f7 7 A & o5 I 56 7 W PMPs & &5 CRP.ESR.RF,
ACPA . DAS28 ¥ LA, 418 RA BEAINE M PMPs ik 54, H S8 IE S MG ¢, #25 PMPs 78 RA %=
RIS B AN ST B E T R E AR

(@AY BRUBRAT R /MR WX EEAR iR

Association of Elevated Platelet Microparticles with Disease Activity in Rheumatoid Arthritis XUE Li-jia', CUI Bei-
bei', LI Xi*, HUANG Qiao-rong®, LIU Yi', LIN Hui'®. 1. Department of Rheumatology, West China
Hospital , Sichuan University, Chengdu 610041, China; 2. Department of Rheumatology, Southwest Medical
University , Luzhou 646000, China; 3. Laboratory of Stem Cell Biology, West China Hospital, Sichuan
University » Chengdu 610041, China
/\ Corresponding author, E-mail; lhacd@163. com

[Abstract] Objective To explore the expression of platelets microparticles (PMPs) in peripheral blood (PB)
and synovial fluid (SF) of rheumatoid arthritis (RA) patients and its correlation with clinical inflammatory
parameters. Methods The levels of PMPs in PB were detected by flow cytometry in 26 active RA patients and 15
healthy control (HC). SF was collected from 16 patients. The percentages of CD62P" PMPs, CD154" PMPs and
clinical parameters (including CRP, ESR, RF and ACPA) were also measured, then the correlations of PMPs with
these parameters were analyzed. Results PMPs levels in PB of RA patients were higher than those in PB from HC
and those in SF of RA patients (P<C 0. 01). CD62P" PMPs levels in PB of RA patients were higher than those in PB
of HC and those in SF of RA patients (P< 0. 05). CD154" PMPs levels in PB of RA patients were higher than
those in PB of HC (P<C 0. 01) and those in SF of RA patients (P<C 0. 05). The levels of PB PMPs were positively
correlated with disease activity score DAS28 (r=0.462, P=0.018), but not with ESR, CRP, RF or ACPA. The
levels of SF PMPs were not correlated with any of them (P>>0. 05). Conclusion ~PMPs may be involved in immune
regulation and systemic inflammation of RA. The elevated levels of PMPs could be a potential biomarker for RA.

[Key words]) Rheumatoid arthritis Platelets microparticles Flow cytometry Synovial fluid

ML 48 (RAD J& —Fl LU PR 171 R ER A S IR Nl 1 AN (1WA Y O e TN A )l 2
FHXT RN FLERANEBEA SRR ZMAMITE RA Kb L8 7 HEAEN .. S50
) SERFAENY BB B AT R IR R4 I 2 R A0 I

x [ [ RFLSE 34 (No. 8110227 d L F TG T N , P Ly y g
o a0t gy ST VRSO et AN T 1 o B R R IR
A EfE1E# . E-mail: lhacd@163. com BV 24 B 8k k7 Ccell-derived microparticles, MPs) , &




406 PU IR 2 2 4 CB= 24 JBD

5 A8

55U AR AE SUNE B8 UL 2 1048 AR i A B A 38 AR K
5 &, If /) M % KL ( platelet microparticle,
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26 {9, FrA B E RS 1987 4 358 [E RN 2 2
(ACROEITIY RA 2 Wi bR 5L 2010 48 FCH 41 X
FEE (EULAR) RA 73 845 1. 500 15 3l )& 40 I
SR 15 s 15 8L (DAS) 28, DAS28= 3. 2 Ry ¥ ik
W IR g, b 16 (5l SRR O T R L bR A SR BRI
LA AR R e F 8035 s 1% 90 KR 24 (disease
modifying anti-rheumatic drugs, DMARDs), & ik
FHCR 00 IRATR) 2 R R IFA<T10 mg/d) . 75
YN 15 91 TC A P 5 i K 30 B SR e s i g B A A
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APC-HL N4t & E H V (Annxin V),
BV510-Ht A CDA4la Je AH B[R] 78 X% B 47 {4 . PE-Cy7-
YA CD154(CD4O0L) i fA . PE-HL A CD62P ik K
AN [R] A1 X% B8 BT 4K W H 35 [ eBioscience 23 5
Annexin V Binding Buffer (10 X ) g H %
Beckon-Dickinson 2\ ] ; # #k F 44 Bt B 14 >R 1457 1)
B £ [# Beckon-Dickinson 2\ 7 ; 48 %f 1 4% 9¢ O i Bk
F & H 32 E Beckman Coulter 23 7] 5 8 {4 40 K
POt A fE R R &, W dn M W B Sk E
Spherotech 2% ],

FACS Aria 3 2040 M A A 3£ [ BD 23 6 7
TCL-16 3 250 L b A2 w7 s A 85

e M5 3k 8 25 1 B 35 [E Millipore A H]
1.3 MiRAF*
1.3.1 G RFHZE FEMICEEH RA BEN
AR P e B L K OG5 ) (swollen joint count,
SJC) . FE 9 54 15 ¥k (tender joint count, TJC) , &[G 1k
R ifn T CESRD & 3 F8H e sk 4 i C e iz 45 H
(CRP) BRI F (RE) L ELISA % 4 I 5 28 )N &
1% ik (CCP) i 4k (ACPA) , 31 5 % 5 I 2 ¥ 48 %
DAS28 143,
1.3.2 4 hirAa® B RA BEE RS EH K
I 3.7 mL DIM) B R e L e, RRBERS G T
180X g &> 10 min, Bt B MK .2 500 X g B>
10 min, E ¥ 5 BP 2 = 1fiL /A i 3% (platelet poor
plasma, PRP) .74 T —80 CI¥KF .
1.3.3 X¥kE THEBMEM RA BE MK
KK 5 mL EM G R YIRS . RRIEY
JE R E TR 2 500X g #.0 10 min, F3E DA
Z ML /NR G B AT T — 80 CUKAf
1.3.4 AZX@mKi&n PMPs 0 JIHL RA B4
A X R PRPVRA BB = il /NBR A0 R i 2 2%
W10 L mA 1 L APC #8129 $T A\ Annxin V
PR 1 L Annexin V Binding Buffer(10X) , ik
JEMEE 10 min J5, A 1 pL BV510 #5id 9 51 A
CD4la,1 pL PE #rid 5L A CD62P Hiifk & 1 pL
PE-Cy7 #RiCBIHL A CD154 $Hifk, % 5 T #Oem &
30 min, [A] B 15 ) Y% BE R 457, DL 150 pL Annexin
V Binding Buffer(1X) & & 40, I A 4 5 11 %%
P ER TR = 7 IR AT, B O . Pt
PEZEAK 0.1 pm P8I B AFE R 28 X BRI S — A
) ) A2 0 o o HE R TY S RS T AR 2 MPs*[]”
ARSI T BR, F 1. 34 pom B €690 K D8O bR 1fE SR 7E
H] AR ESTT7 R FRR L 28R 0. 1~1.0 pm S UKL
JEFEL. A B TR B A 4 TR e R 1 SR P RS
T K PMPs 48 %5 %8, 25 1 F Flow jo #4451
Br. BT PMPs R id o] DL R KB CD62P,CD154
PLANIHL R AR IC . W GPla, GPIba (CD42b) %,
A 52 3 #6935 CD62P " PMPs, CD154 " PMPs
i o PMPs B 19 H 43 1.
1.4 Hit¥FHiE

ZH 1] b 5 R ) Mann-Whitney U #k Fl k3 55 il
Wilcoxon Bt X £ 5 FL FUKL 5, PMPs 5 8 5 9% 155 16
S48 b5 AH K MR Spearman AH 3¢ 43 #r, P<<0. 05
H 2 BAT G L K-S A B 6 56 3 Wy gk
P R IES A0 .
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%5 RA BEZRLRITFE X,
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FeIR K P T H W (P<<0.01) ,RA H 40 il
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Table 1 Clinical characteristics of participants

Clinical characteristic Rz(%“}iu?ig;ns R/\\Vi?l:t‘l;}:r‘lt5 I:;r?tligf]

- (n=16) (n=15)

Age/yr. 44.6+513.6 49.3+511.7 43.9+9.6
Female/male/case 23/3 14/2 12/3
Duaration/month 27.6+17.6 31.5+15.4 NA
TJC 7.7£6. 7 6. 6+5.8 NA
SJC 6.9£5.9 7.34+9.3 NA
ESR/(mm/h) 52.5+31.9 56.0435.1 NA
CRP/(mg/L) 40.7+41.9 52.6+59.6 NA
RF positive/case (%) 21 (80.7) 13 (81.3) NA
Anti-CCP positive/case (%) 24 (92.3) 15 (93.8) NA
DAS28 4.8+1.1 4.7+1.0 NA

RA: Rheumatoid arthritis; SF: Synovial fluid; SJC: Swollen joint count;
TJC: Tender joint count; ESR: Erythrocyte sedimentation rate; CRP. C-
reactive protein; RF: Rheumatoid factor; Anti-CCP: Anti-cyclic citrullinated

peptide antibody; DAS 28 Disease activity score 28

*£ 2 £K4AH PMPs.CD62P PMPs,CD154 PMPs i& il {&
Table 2 The detection of PMPs, CD62P+ PMPs and CD154 PMPs in peripheral blood (PB) and synovial fluid (SF)

Group Sample n PMPs/pL™! CD62P " PMPs/ % CD154 " PMPs/ %
RA PB 26 13 462.77+15 798.67* 34.41418.84" " 9.87+11.28"
Healthy control PB 15 1485.61+1 027. 30 21.2249.05 1.02+1. 25
RA patients with SF PB 16 10 998. 05412 582. 437 43.42420.42%% 9.00£8.42%%
RA patients with SF SF 16 246.16+318. 88 20.52416.76 3.214+4.18

* P<C0.01, * » P<C0.05, vs. Healthy control group; # P<(0.01, # # P<C0.05, vs. SF in the same group

2.3 RA BESNE M X T iR PMPs 5l K 15 47
RO Xt

RA % 4M it PMPs 5 DAS28 & IF # 5¢
(r=0.462,P=0.018), 5 ESR,CRP,RF,ACPA
JEMIKAE ; 17 45 % PMPs 5 ESR.CRP,DAS28,
RF . ACPA ¥ oM.

3 it

P T 90 S I B B 928 A4 L 32 0 9 B A T
AR B BB IR 2 RA g 45 19 32 B AT
TERAE I S ER T R AR 22 6 22 200 M CAn A 9 1R 41 i
T 7k U 40 B F B A%/ B W 4 L 55D 2 5 1 i oA B
J 53 B dre /NS R L/ Bl 7R R e T AR
AT Aok S BRI /S AR A B T AR 1) PMPs #5717
ZR B KR TEYUE . TR 2 5 T RA
BPEN . A EFE WLEE H] . PMPs fE 4% il 39 8 B
JCET 24 20 53 b r R 20 i A AL IR T TL-8 R4 AE
R TL-6, o TL-8 BB — 20 W 5 | 8 1 L 4 i
AR O T AR I R (reactive oxygen
species, ROS) /5 RA W R IE kit 2. 7€ RA

19 K/BxN /N BUSE AL 5 #E 1l /Nl Sz PMPs £
FE A {1 /N B DG T 28 7E I PR IF- 43 A2 2005 21 | 3k 31 1]
G ISR &2 PMPs 25 17 RA HfiE [
Nio H1 T PMPs 4 BURL/N 5 #1U 2X HL A A6 T 1R
e, H 3R W AT W I 9% 22 2R (phosphatidylserine,
PO LLYE Annexin V454, G K FRATFEE R
WA HE ARG Y Annexin-V 454 () PMPs™
ARWEFE R I 3% S RA (835 50 A i PMPs &
W& TIE R X M 4. 5 KNIJFF-DUTMER
SV 45 R — 3, H PMPs BURE 5 50 1 20 18 DF
5y (DAS28) IEAHSG . #/8 PMPs i fEZ 5 17 RA 1
K. BWIHE I W AR B PMPs AR AL £k A 1 ok 20
L. H RS e R E B AN IR R B Y
(MP-containing immune complexes, mpICs) . 7F &
HhSEE v R B mplCs AT B 1, BE 55 rh Mok 41
= A = AR HE R AE L B 5 RA &S
B 1 =2 A 5 3R 38 /) Al 5 ThT R Rt 2 A 2 VI
(glycoprotein VI, GPVD) RE{iE fk 1l /M 7= 4 PMPs,
[Fi] B Bl /N Al R Bk T 248 B b Y AL s IR K
(spleen tyrosine kinase, STK) 1§ 1k, i#t — & 7% 1k
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T PMPs & 5 U] & T4 il PMPs. 43 #1 #7175
ZRMERATRES DN R A G5 — K
PMPs Lt b J& il B8 ¥ 45 & Annexin V, X
PMPs i & A /01 PS, H T Wb & A = e
HY A7 1b BB IS B A2 (secretory phospholipase A2,
sPLLA2),sPLA2 r] D) 5 PS 3= 4+ Pk #1454 Annexin
VST W 454 Annexin Vi) PMPs g4
AU . GASPARYAN SENY B 58 A O 78
RA ARJa] B B, PMPs 23 & A AR AL 9 32 1k . T
T B By Be . PMPs MR 2R 28 ¢ 1] 58 14 5 1 4H 25T
M 3h, &5 W b PMPs £ &3 &, 1 5 9% F
By, PMPs AT AR m TG RGE T 5=,
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RN W R RATHE D X 22 R S
RA B SN I PMPs 5 56958 PMPs AE FIHLHI A
FA & BEAEA SRS RA RE 2T RP S A
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PMPs 6 I & 5 98 /b o HLIX 20 58 J8 T i 0 TR
SEE T PMPs — 343 10 A0 A 1L T B . 5
i s I SO I L O G U 3 S e e ]
PMPs Jfi >0,

N T 56 E PMPs @93 fig . ATE A T
RA % 4 #5635 W CD62P" PMPs,
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T TEAR SN RE AT S 17N A L P B2 448 i 5 A% 200 L
0 M % AR B BOE 1L-8 AN TRk H S
RA PHi il sh G o . CD154 M| & 3K F ik 12 40
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CD154 17 7, I/ M 52 3 % 4k 5. B8 & ik
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DR TS el = I I P O - S I
(monocyte chemotactic protein-1, MCP-1), 3837 T
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