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Expression and significance of CD95 in peripheral blood
lymphocytes of children with new-onset systemic lupus

erythematosus
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Abstract

Objective: To investigate the expression of CD95 in peripheral blood lymphocytes of children with systemic
lupus erythematosus (SLE) and its relationship with disease activity and other immunological parameters.
Methods: Flow cytometry was used to detect the expression of CD9S on T and B lymphocytes in peripheral
blood of 60 children with SLE and 20 healthy children, and analyze the relationship between the expression of
CD9S and disease activity. Results: The expression of CD95 in CD4" T cells in peripheral blood of children with
SLE was significantly higher than that of healthy children. The expression of CD9S in CD19" B in peripheral blood
of children with SLE was significantly higher than that of healthy children. The proportion of CD4" CD9S™ T
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cells was positively correlated with SLE disease activity. The proportion of CD19" CD9S" B cells was positively

correlated with SLE disease activity. The proportion of CD4" CD95" T cells was positively correlated with the level

of anti-double stranded DNA antibody (anti-dsDNA Abs) in peripheral blood. Conclusion: The expression level

of CD95 in peripheral blood lymphocytes of children with SLE is significantly increased, and the activity of SLE is

correlated with the activity of SLE and anti-double stranded DNA antibody in serum.

Keywords

ARG ML BERIE (systemic lupus erythematosus,
SLE) N R K &G 2 EFEMALN, URERGS
WONRER RGEME A B etk g, Hrp, JLE
SLEF& & ik B Bl 76 F F Wi 5 BSLE, A& A
SLEMH # 1925%, JL 2 SLEAHE T i A SLE M IIfi FR
FIE K, 78 JL#ESLES F S IR
N L 2 el el 1 O A 1] 7 S TER N
TR AMFSY L EE SLERY &I ML X 2 B2 iG 7K B
HEME L,

SLE & 5 1 32 ZERFAE AR P K AEZE D A B0
A, Hrh P DNABUIA I SLER AR ik, H
5 SLERIZR G 2h B S IE AL 702 it Ji8 i
L, H B YRR NSLEE KK EE AR . SLE
oA B R A RIS R A, B O T A
MR R o A AE SR & B SLEMR PN Ik 1 40
) 528 PR T FISLE R F B oA i) 7= A B U AH G o

CD 9S543 A1 L FL A A~ 5 T 41 it 1B 4 Jifd 9
T-HEE ST, CD9S-CDISLA A4 Il T- L il 2 4k
Rl e e S EEHHY . EEWBLT,
CD95-CD9SLAJ LAY s i75 5 A0 45 1% fL B 241 A 7E N 1Y
— RANMBIH T, WAESLEY, fF7E KiETE1LB
21 Ji6 RN T 40 B B SR A . A MF R R ILEY &
SLE & A1 & 1+ B 21 it 1T 41 Jifd 235 CD9S I /K
S, W1 B CD9SA 5 1Y I T ML 7E SLE A& 9
MIAEH, IR G T L2 SLESR A5y 1n] .

1 MKRE5FE

1.1 3%

8 Bl B S IX A 4 O 4 e H 201441 H
F20164F 11 AMEBE X TT2 1 JLESLER F 600,
Hop J3700, Zs3fil, Hik(12.5¢3.6)% . A
PRUE : FT AR E A 20094F 38 B KGR R 2
BT M SLESF SRl o HEBR AR 1) AT 218
PERRGE | TR s A BB S R ™ R
JERWHE; 2)RXBAFEAAHE . PrfiSLE
LR P SLEYE M 1% 8l B2 PF 49 (systemic lupus
erythematosus disease activity score, SLEDAI)Z M

children; systemic lupus erythematosus; T lymphocytes; B lymphocytes; CD9S

FPESLE(SLEDAT>447) FAE 1% 8 PESLE(SLEDAI <
497) o 3 VR B RIAE I 15 SLE £ 34 FH DT T 10 446 fi
FREILEE 2000 1F S %R, 280 R i 1 28 58 LR K TR
B, ARHERARAS BE B AG BE 2 D1 S b S

29 A60fISLE L K 201 fa FE X B LEE , FF4%
WCSLEA FIXT FE4 , HHSLEL o ) & 40 Flik
STIG A, WA Bl 200, <3N, K
ZARIGYY, B, &i1sfl, 4Eir(12.5%3.6)%,
SLEDAIF/39.5+4.3, H G5 (SLEDAI>447)
SLEME L1641, kW 81 (SLEDAI<443)SLEMR L
400, BRIV IR A B IL 3400, 22 25 WA T A
>6 1~ H, Bshl, L3shl, Fik(15.4£4.3)%
SLEDAIM/35.7+4.7, H A% 4 (SLEDAI>44))
SLEM L1441, dEi%3h 1k (SLEDAI<443)SLE JL
261 o Rz A7 IR I R A IR O A TR YT
SLEB LS, 232 8 22 % Wy BRIk B R R A
MEYARYY SLEEL10M, 437 H A B A M R iz
AMEIRYTSLER LS B, B W R A RAMIRIT
SLEF L1741, X R4 G200 @ He X it L&,
B3, Zo17fl, IR (13.5£3.4) %

G SLED AT 730K T A SLE & L7 24 -
L) E S ESLEAL, B4EJLESLER H 306,
SLEDAI>44); 2)AE7G sh P SLE4L A0 4% JLEESLE R #
30, SLEDAI<4%},

1.2 (LS Ak F

FHIBD FASCalibar 5 () 3 = 40 i A% (35 [
BD /Al )i A7 i A I, i B 5 R B AR R B
HLANCD19-APC(FEFEBDAF), BILACDS-Per-
CP(KEBDAH), WPt ANCD4-FITC(EEBD
Fl), CD9S-PE(ZEEBDA ) AFM & it bk E 40 i
OF B (R R E R A R A E], it
LTS1077),

1.3 7k
1.3.1 #R AR 4R

JT A BFFE R 425 12 h)5 T4 18:00~10:00
FKAEEDTABLEEIN2 mL, 4 CIRAE, brAREEG6 h



JLEE RGEMELL BRI A SR LA AR T CD9s ik IR L i, &

1603

N _E LS
1.3.2 X 20 feAUE m)

BANE M PBS 1:1FBE, MASA
LEHMHEAE S ERNLS mLBELET, B
O Je W BCH A 2 AR B A A R 2
SR HE AT 40 M T B, B AN vk R R R 1 x
10°4~/mL; HL100 Ltk 4 40 B 9 in A BA 58 B 4T
APi-CD19-APC 20 uL, $i-CD8- Per-CP 20 pL, T
CD4-FITC 20 uL, ¥1-CD9S-PES L, ZEiREIGHE
30 min, FHI A0 ACR I .

1.4 GitFahE

KHISPSS19.058 4R, THECFRLR F 4 (%)
Fon, THEUTRLR R 7 K B Fisher VA AR
B, TP EORCR Y B AR 22 (Rts) Fom, R

R1SLEAMERIBABEATH

Table 1 Basic data for SLE patients and healthy controls
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Table 2 Two SLE patients groups divided according to treatment
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*Fisher’s exact test.



1604

I R i 2 i, 2017, 37(8) - http://Icbl.amegroups.com

2.2 ¥ %4 SLE BJLE53 A CcDI5 KL LR

Wl A HSLEEL LA A b CD4 " B T 48
1 (59.3£15.9 vs 43.4£17.6, t=3.0, P<0.05)
CD19'B(52.4%9.1 vs 23.1+11.5, t=8.9, P<0.05)4
Ml R CDISH Ik W& & T XA . M) L&A
SLE& JLIYCD8 T 4 i %3k CD 9 S 1Y 7K ~F- FI %} A 241
2w gitr (KL,

2.3 CDOSTETHRE F IR IEFISLEGR R B INER X &R
1% sl SLEZH A1 & 1l H CD4"CD9S T4 1K) 1
5] ¥ 35 25 TR 1% B SLEZH (58.3+15.7 vs 43.613.1,

t=3.937, P=0.000); H.CD4'CD95" T4 il i L {51 F
SLEDAI% IEAH5(r=0.3, P<0.05); CD4'CD95 T4H
J 1 EU A5 RN A1 JE i BT BUE DN ABTAAR (anti-dsDNA) [
KR IEAHKE (r=0.2, P<0.05;5 [E2).

2.4 CD95 £ B Hifa LR IXFI SLE BRI E BN B
ZEMXER

WA PESLEH AN M CD19°CD9S B4
Jt be ) 2 s T AR S MESLEAL (57.2413.8 vs
42.1+11.1, t=4.669, P<0.001); CD19°CD95" B4iljifi
[ Ll FISLEDAT S 1EAH 5 (r=0.4, P<0.05, K13).

A B
*
100 - 100,
g 804 £ 804 %
~ S~
=2 . 2 T
*’E*E\[ 604 — . "% 604 . PY)
= . =
- ofos o | eagert
X 0940 K LI
5w —M— 8w L
+ n % .
8 — 8
204 o [ ] 20 o*
.
.
C T \I C |
Xof B W) % SLE X

E1 ¥ % AF3t B A CDISFKIL M LL IR

C
80 *
" "
. = n_n
g —
—_— g 60 nlar
] g —rT'—
] = % n,lun
_Hglgl o i e
a Ial o 401 (1] |
. a L '
—— é
[ 1] 8 204 o.. .'.0
. —oie!
T C 1 N T
W% SLE RS #1 % SLE

Figure 1 Comparison of CD9S expression in new-onset SLE patients and healthy controls
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PR AN BEZH AR I CD 19" B IR K CDOSIY LAk . *P<0.05.

(A) Comparison of CD9S expression on CD4" T cells in new-onset SLE patients and healthy controls; (B) Comparison of CD95 expression

on CD8" T cells in new-onset SLE patients and healthy controls; (C) Comparison of CD9S expression on CD19" T cells in new-onset SLE

patients and healthy controls. *P<0.05.
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Figure 2 Correlation between frequency of CD4'CD95" T cells and SLE disease activity
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(A) Comparison of CD9S expression on CD4" T in active SLE group and inactive SLE group; (B) Correlation between SLEDAI score and
the frequency of CD4'CD19°T cells; (C) Correlation between anti double stranded DNA antibody and the frequency of CD4"CD95'T
cells. *P<0.05.



JLEE RGEMELL BRI A SR LA AR T CD9s ik IR L i, & 1605

2.5 CDI5 MRIZEMEMERZFIEMRZEHXR FHOCE (5R3) .

AT CDOSTEB A M AT M A L i) 2 3k Fn HoAth 4
PEFIRPRZ AL R, 450 E/R, CD19°CD95" B 2.6 X CD95 ik &
20 B 1) L A5 R SLE SR L ALY H1g G IR /K SF- 52 1E AH 2% BIF A B ILANE M CD4°CD9S T 4l
(r=0.25, P<0.05), CD19°CD95" B4 d 1) He 1] Al i M (47.8415.1 vs §59.3£16.0, t=2.8, P<0.05) 7l
THAMAC3 K- A SE (r= -0.30, P<0.05), fH CD19°CD95" B (34.7£14.3 vs 52.5+9.1, t=5.1,
FECDOSTENK LA 1= 1 22 ik AL A G iig 56 4R TC P<0.08) I L 4% T4 & SLE UL (1814)

r=0.2
P<0.05

3
%
S

J

o~}
%
S

fo)
(=}

_|

S
=)

[%)
(=}
1

CD19* CD9S" B 4iififl /%
3
1
1)
(=]

CD19* CD9S" B 4iJifl /%

(=}
I
[=}

T
SLEDAI<4 SLEDAI>4

SLEDAI

B3 CD19°CD9s’ B4R LL B FISLEE R & Bh1EH) X 3

Figure 3 Correlation between frequency of CD19°CD95" B cells and SLE disease activity
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(A) Comparison of CD9S expression on CD19" T in active SLE group and inactive SLE group; (B) correlation between SLEDAI score and
the frequency of CD19"CD95°B cells. *P<0.05.
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Table 3 Correlation analysis of immunological indexes and expression of CD95 on lymphocytes (r value)
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Figure 4 Effect of treatment on the expression of CD95 on lymphocytes
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(A) Effect of treatment on the CD9S5 expression on CD4'T cells; (B) Effect of treatment on the CD95 expression on CD19" B cells. *P<0.05.
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