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[ ZE] 86940235 X 595 4 ( Rheumatoid arthritis, RA ) £ 3 71 J& 1fi. 5 TCRap ™ 2l il .CD4 ~ CD8 ~ 41 Jity \ TCRap * CD4 ~
CD8 ™ T #0fifs ( Double negative T cells, DNT 41 fif] ) K - 21 i 0. 8¢ 22 160 A 1A G R (1 FAS (19 3R3K 1500, 1) RA 5 TCRap”
CD4~ CD8 " T Aififi5 FAS - SR T-Z A K R o 7 ik BEHL 24 ) RA B35 ) K 24 ][R]0 gk et R 25 A S e 42, Al e
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FEo#r A _E 3885 525 XUE B T ( Rheumatoid factors, RF) | H4H %% ( White blood cell, WBC) . & 1 Bt 4 )52 i 2K FH ( C-reactive pro-
tein, CRP) ) S IfiL /T ( Erythrocyte sedimentation rate , ESR) Z [B](AH I, 45 R . RA & 4ME 1l TCRaB ™ 40 .CD4 ~ CD8 ~ 41 iy
543Xt BRAHARL, TCRaB * CD4 ™ CD8 ™ T 21 5 i 3 5 25 T-f 3 X B (0. 82 £ 0. 38 vs. 0. 57 £0.26,P =0.013) , TCRap * CD4 "~
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Relationship between peripheral TCRaf "CD4 "CD8 " T cells

and FAS-mediated apoptosis in patients with rheumatoid arthritis
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[ Abstract] Objective . To investigate the expression of FAS receptor on idiosyncratic T cell subsets, including TCRaf * cells, CD4 ~
CD8 ~ cells and TCRaB * CD4~CD8 " T cells,and to discuss the relationship between FAS-mediated apoptosis and peripheral TCRaf *
CD4 "~ CD8 " T cells in patients with rheumatoid arthritis( RA) . Methods : Totally 24 RA patients and 24 normal controls were included.
Flow cytometry was used to detect the percentages of T cell subsets and the expression of FAS receptor. The relationships between the
percentages of T cell subsets and the expression of FAS receptor with RF, WBC,CRP and ESR were analyzed respectively by spearman
relativity analysis. Results: The percentages of peripheral TCRaf " cells and CD4 ~ CD8 ~ cells from RA patients were similar to those
in normal controls (P >0.05). Strikingly higher levels of TCRa * CD4 ~CD8 " T cells in the peripheral blood of RA patients were de-
tected compared with those in normal controls (0. 82 +0.38 vs. 0.57 +£0.26, P =0.013). The expressions of FAS receptor on
TCRaB " CD4 " CD8 " T cells were significantly increased in RA patients compared with those in normal controls (1.23 £0.69 vs. 0. 80
+0.45, P=0.016). Positively relationship was found between TCRaf *CD4 ~ CD8 " T cells and TCRaf * CD4 ™ CD8 ~ FAS " cells(r =
0.809, P =0.000). There was no significant relationship between the percentages of TCRaf * CD4 ~ CD8 ™ T cells, the level of FAS re-
ceptor expression and RF, WBC, CRP or ESR, respectively.

VEE AR 2205 (1985) 4 FE TCRaB * cells as well as CD4~ CD8~ cells had no significant
BRI B & SR association with RF, WBC, CRP and ESR, respectively. Conclu-

BEEE. EF5, %, %4, Email ; qiuyuronggz@ 126. com,, ston: The preliminary results suggest that the significantly upregu-
HETH 2011 ;- 8  AFF A AT B (45 :52011010005368) ., lated percentages of DNT cells and its FAS receptor expression may
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increase the sensitivity to FAS-mediated apoptosis. It may lead to the imbalance of immune respective T cells in RA patients. There is

no significant relationship between the percentages of TCRaf *CD4 ™ CD8 ™ T cells, FAS receptor and the indicators of disease activity,

though the percentages of them are markedly increased in the Chinese RA patients. The role of TCRaf " CD4~ CD8 " T cells in the

pathogenesy of RA patients remains to be further studied.
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I, BRI ) 4 CCREOBIFF 15 min, BRI 177] 500 wl, 1§
A7, EIRREETE ML 10 min, 1 500 r/min B.0 5 min, 7 F#, 1
ml PBS Y& 4 L P38 , 25,0 5 57 13,500 wl PBS 2 B4k,
K] BD FACS-Calibur i 240 HIACHEA TR, 7180 10 T
A, 43 BIAN TCRaB ™ 41 .CD4 ™ CD8 ™ 4fi il . DNT 4 g
LA KA A A MR 1 FAS 32 AR 2351 DL, LA FSA/SSC =
HEHRIUH GBI E kA0 M RE, B Cell Quest £k (BD 22
) e T SBORICRIEE 73
1.5 it F o

NI SPSSI3. 0 Geit 2t AT g it24 o0t o Fr A it i
GORHAR ] & 5 R, IR 70 A0 H RGO IR AS 2 8 Lo 4
I SEREA ¢ K3, Jr 2R 5F R o K, ARG BT R
Pearson FCHEAT /3T 2857341 A T SR PIAE A S B L
5% i Mann-Whitney U ¥ 56 , #5542 i Spearman 4 5¢ 3k
1303#1,P <0.05 N ZERAGI#E Lo

2 5 R

2.1 RA B ZAAEE R TCRaP " 28 M. CD4~
CD8 ™ 2m i, [DNT 2m i 44 ik

L5t B LG, RA JB 35 20 7 3k B 400 7 438K (Lym) |
TCRaf * ZHAELL K 1% CD4~ CDS ™ Zi i 2% B L4 it2: 75 X
(P>0.05) ;RA & 41HMA i DNT 21 i 7 bk ©4 40 i o e
o F Eb 091 5 2 T X B 41(0. 82 +£0. 38 vs. 0.57 £0.26,P =
0.013) (WLFE 1),

&1 RAZEASIRASNEM TCRoB * 4HH,
CD4 - CD8 ~ #fiff1 . DNT B R IE (% ,x +5)
Tab.1 Expression of TCRop*,CD4 ~ CD8 -
and DNT cells in the peripheral blood of RA patients
and normal controls( % ,x +5)
A Lym TCRaB * CD4~CD8 - DNT

RA 4] 30.29+10.07 54.75+16.20 28.48 £13.03 0.82+0.38*
X R
P 0.304 0.206 0.353 0.013

o, SXTIRAMEL P <0.05

32.84£6.47 57.92+9.97 29.05+7.52 0.57+0.26
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CD8 ™ zm it [DNT 4 fi &k @ FAS £ k64 £ ik
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and DNT * FAS * cells in the peripheral blood of RA patients
and normal controls( % ,x £s)

TCRaf *FAS* CD4-CD8 FAS®™ DNT*FAS*
RA &4 37.58 £10.95 10.56 £6.01 0.82+0.38"
payils¥ail 36.95 £11.24 13.49 £4.19 0.57 £0.26
P 0.446 0.062 0.016

o, SAFRELAAHLL P <0.05
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Fig.2 Correlation between DNT cells
and FAS receptor in RA patients
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