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BE BH HTRFET T 1(PD1) RS BER
4 (SLE) M AME I CXCR5 ™ CD4* T 41 (936 35 Kl R
B, Ak ORAAMEARKI 47 4] SLE B35 35 ] {d 5F Xt
M8 (HC) #ME I PD1* CXCR5 ~ CD4* T 4 Jifd 79 43 #& Fl CX-
CR5~CD4* T 4l PD1 ik F-342¢ 68 & (MFT) | thie w4l
Z A 22 5, AT HL 5 SLE I R S8 & 4 b 2K B 20 i 1)
AAEHE, IR LTI SLE M, 58 @ SLE B
PDI *CXCR5~ CD4" T 4l G 43 % T HC, R A S
X (P=0.008 3, U=540.5) ;SLE #3 CXCR5~ CD4 " T 4iiJift
PD1 ik MFL &+ HC, ZR A5 E X (P <0.000 1, U
=187.0), @ SLE #3# PD1 " CXCR5 CD4* T 4 ifi i1 7K
EHMA C3(r, = -0.3352, P=0.022 8) .4 SSA ¥k (P =
0.016 6, t=2.5) JLHEHBUIA(P=0.0303, t=2.3) JA
JP(P=0.0202, t=3.4) WA LLHI(r, =0.387 1, P =
0.007 2) #H2¢;SLE Hi# CXCRS5 ~CD4 ' T 4H /il PD1 ik MFI
5 RGBT P 16 s PE4) (SLE-DAT) (r, =0.403 1,
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P =0.0050) ZL40MEUI%E (r, =0.356 1, P=0.017 7) .C-
SN R (r, =0.337 4, P=0.028 9)  £L 4000 (r, =
-0.2970, P=0.042 6) ML EH (r, = -0.302 9, P =
0.038 5) IMAMMIHZ (r, = —=0.381 6, P=0.008 1) JHKEL4H
M5 (r, = —0.393 7, P=0.006 2) JKEVARAEE 43 1L (r, =
-0.3912, P=0.006 5) k40 E 4 bk (r, =0. 3150, P
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RGMELT BEIRIS ; CXCR5 - CD4 * T 48 i ; PD1 ; 5

RGPELLBERHE (systemic lupus erythematosus,

(TDO2) in peripheral blood mononuclear cells (PBMC) and synovial tissue of patients with rheumatoid arthritis
(RA). Methods
as the normal control group during the same period. In RA group and control group PBMC, TDO2 expression was

A total of 40 RA patients were selected as the RA group, and 36 healthy subjects were selected

detected by flow cytometry. Immunofluorescence was applied to observe TDO2 expression in synovial tissue of RA
groups and control group. The correlation was analyzed between TDO2 expression in PBMC and their inflammatory
indicators of RA groups. Results Compared with control group, TDO2 expression in RA group PBMC and synovial
tissue significantly increased (P <0.001); TDO2 expression in RA group PBMC was positively correlated with e-
rythrocyte sedimentation rate (ESR) (r=0.405, P =0.045). Conclusion The expression of TDO2 is up-regula-
ted in RA patients PBMC and synovial tissue, and positively correlates with inflammatory indicators ESR, sugges-
ting that TDO2 may participate in RA disease progression.

synovial tissue; tryptophan-2,3-dioxygen-
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SLE ) J&—Fig AN BH (1) | LA G e 1 98 i o 2 2 30
f B e Mo , AR AR 2 I B 2 P s B &
bilk, REZHE ZHLMG . BR SLE WA
FEHLE] AN TEAE (BRI RS uE v Bh M T
Y5 SLE % 4B & REVIM G, T4k &k MAE
H B SR PG S E L 2R NE il A7 A — Tl i
CD4 " T 4IRS, 2 SR < SM R GBI E T 4nf™ , /Y
PR PESET- AT 1 ( programmed death 1, PD1) [HE
A CXCR5™ CD4* T 4 fifd (PD1* CXCR5~ CD4*
TP H#FsE 7 2B PD1* CXCR5 CD4 " T 41
MRS e 5 s e B T 40 S L, AT fE ik B 40 i
1) 2% 20 B ) e AL B M B BT A T 2 5
SLE W80, 5 B 17 I K W R gk 8 4 pp1 Y
CXCR5™CD4" T ZH il | PD1 33k 5% Yo J&F
(mean fluorescence intensity, MFI) [{¥] I R

HHTH T SLE 2 W ity lfi PR 3% 20 AN S5 56 % 40 2
S —ERE A SLE JRi2 ARz, i, A
AF 9 25 18 10 AT SR S 5 200 B N R A A K A5 AR
SR TG LA S VA B i 2 R O %A
FEE WL, PD1* CXCRS - CD4* T 41 i KW 5% H 4%,
AW HLEE AR A, #59F CXCR5 - CD4* T 41l g
PD1 B35 2 DA UM B =0 7E SLE F500 A 9 47
1.

1 #B5EFEE

1.1 WEARER ARG E T 2019 4£5—9 H1E
BB R A5 — B 2 B KO S BB 12 1Y SLE f&
H 47 (53 B, 244 ) OF AR (36.9 £
13.4) % R SLE 2 Wibr il 1997 48 36 8 KU
223 (ACR) B 1 SLE 492 (IS0 bl ™), 36
HEBR P e D Re vl HA B B S e MR
&, TEAIICEE SLE B AR OCIm R A5 8 e S 50 % A
BB, IF R A D 43 A o SR L T B PRI 4
(systemic lupus erythematosus disease activity index,
SLEDAI) "™ SF-3) SLEDAI(10.3 +5.9) 43, & SLE-
DAL J&% =10 43, ¥ SLE [ 7 R i sh4l 22 BilFn
JETE B4 25 1], SLE 8 AR 4l 1% ™ i A% B R
PR () S e i 254 (SLEDAL <9 739 15 42 B
TG B TR e PASONE e TR + v/ W s/
K IAKAF , SLEDAL 2 10 ~ 14 53 (0955 15 v B 1% h %
FHME B BUfR + PRBEME L % B B2 T , SLEDAL = 15
5391 BB T 2 S R K BT i 3R v o o A a8 T
Jie , PG I v BE TR BhIA T O &) #EFATIAR YT . Ak
[ 47 B SLE [ E A 6 PITEIRIT TG (=697 1

Ji) SgU AR T IR REAS , [RI 3, Wi Bk T 35 fail
A VE M FRE X B (healthy control, HC) ZH ( 5 4
i), Ze 31 4], - HEBR A XS s FAT KU 2
s AR (41,7 £9.2) B BRATEVER] ARG
SIS L AAWIEAT T R BEfC B
B2 By At vE [ L ME S (2022) CDYFYYLK (06 -
005) ],

1.2 RFFUEE AOFTER I A A . B
HLA PD1 4K (fluorescein isothiocyanate-PD1 , FITC-
PD1) ,CXCRS #i {4 (PC7-CXCRS) 4 F 3£ [ eBio-
science A Fl 5 BT A CD4 HL1&K ( phycoerythrin-texas
red, ECD-CD4 ) Kz AH I 1 [/] 84 XJ B4 AR FITC-1gG1
) H 2€ [F Beckman Coulter /A H] . HiAZPUA (antinu-
clear antibodies, ANA) . 3% ¥ %% DNA #i {& ( anti-
double strand DNA antibody, anti-dsDNA) .$i Sm ${
1A (anti-Smith antibody, anti-Sm) Pt SSA HLIA (anti-
Sjogren syndrome A antigen antibody, anti-SSA) | $it
SSB $i#& (‘anti-Sjogren syndrome B antigen antibody,
anti-SSB) | anti-Ro52 , $T 41 # FH BT/ (anti-Histone ) |
Y/ IMESLE (anti-nucleosome , anti-AnuA ) FLPikHE
TREHP EFEMK( anti-ribosomal P-protein antibody, an-
ti-Rib-P) R 0] G0 A RSE (UM ) BE 2 S iz
FRRZ A, A0 JE B A~ #% 41 B ( peripheral blood
mononuclear cell, PBMC) ﬁj\%{ﬁi( Ficoll-Paque ) W T
F [ Sigma 2AH], ALY Cytomies FC 500 4T
F[E Beckman Coulter 23 F] , >R 170 B 5044 M AL H%
HAT I CXP 2T REE, sh A M vTAUW A6 5038 F A4
NE] L, IMMAGES00 4 H 22 [E Beckman Coulter 23 7],
XN-10 B ERE [H HAS Sysmex A ],

1.3 LBWHE

1.3.1 A AR E AR f 3 4 40 i (peripheral
blood mononuclear cell, PBMC) #2 8 /3 il 25 1 R
B85 HC I SLE 4 5 ml £ iU R HTEESH
JEl i, SRR Y R XS B e A bR A AT SRR, e
B PBMC Ficoll-Paque 73 B A EFLRE | 5 OB 1) 8
firf A7 X7 4 L | W R £k 2% WP Ficoll-Paque 4325 1)
IR = A 45 L BIR A, %3l 1 500 r/min 2.0 20
min Ji5 S M B A5 1k, W B P ] B ED D PB-
MG, R WL £ 22 v e i 5 E s, T e 2 i X
i

1.3.2 AaXmm A PBMC A& 45 F £z
A 100 wl AFER KR PBMC(2 x10°) JITA 3
ASFRFIRAE 2 BN A LU 4G D =X b A 45
10 pl: ECD-CD4 . PC7-CXCRS . FITC-1gGl; ECD-CD4 |
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PC7-CXCRS | FITC-PD1 ; PC5-CD19 | PE-CD27 | FITC-
CD38 {4 C A& T RELIEE 30 min, QA 5% B AL
A, D)5 SR L 40 e 23 i Ak 2 PR R K R U
1 500 t/min &0 5 min, 7% _FIHWR, R H Cytom-
ics FC 500 3t 2 20 A AG: I 43 A, £ T 1 ol 43 2
481 PD1 7E CXCRS ~ CD4 * 4l g ) 235155 I LA
Fe R (CD19 T CD27 * CD38 ) F FL il

1.3.3 SLE ¢ Eie i £ 84rkm RAIZHA M
TSR AL I 21 40 JfL T K% % (erythrocyte sedimentation
rate, ESR) ;21 3 R B0 Hpd g A C- 2 i 2
( C-reactive protein, CRP)  HEERE H G (immuno-
globulin G, 1gG) #MA C3 ( complement 3, C3) Fl4)
& C4 (complement 4, C4) ; R 0] 3% 50 58 98 612 46
M ANA F1 anti-dsDNA , 5% FH 284 EN {0 i /- anti-
Sm . anti-SSA | anti-SSB | anti-Ro52 . anti-Histone | anti-
AnuA (anti-Rib-P; R F XN-10 U (SR i 5 R0 F5
¥, SR B 40 3%k ( white blood cell, WBC) . Ifil /s
HITHL (platelet, PLT) bk 440 9 3145 (lymphocyte
L) . itk EL 40 Bl & 43 L ( percentage of lymphocyte,
L% ) R AHIIT4L (monocyte, M) A% ZH L H 7
Lt (percentage of monocyte, M% ) . H 44 2 Jfd 114K
(neutrophil, N) M7 41 B i 43 HE ( percentage of
neutrophil, N% ) Il Z]. & FH ( hemoglobin, HGB) . IfiL
ZH A ZF (hematocrit, HCT) |, JFAR $E X e 48 ¥ 1 &
LMR(L/M) NLR(N/L) .PLR ( PLT/L) .SII ( PLT x

A g 10°
(=]
wvy
o 10
E Q
87.3% < .
2 ®) 10
5 P
£ 10° 26.6%
=]

0 1023 0 100 100 10’
SS ECD-CD4
B 6o
;\? sk
=
2 4ot
O
"
g
S o20r
o
a
(=¥ 0 L Il
HCA SLE#

465

N/L) . dNLR [ N/( WBC-N)]. MNR ( M/N) . PMR
(PLT/M) .PNR(PLT/N)

1.4 S48 R GraphPad Prism version 5. 0
I SPSS 17. 0 ZEit-H 4 X AR G AT 23 Hr | S48
BAIGHILL x +5 TR F test G 22550, FEF
BF, R ¢ ke B0HEAT SLE BE 5 HC W HEg; T A
F5HF, WK H Mann-Whitney U test, Shapiro-Wilktest
oL TE A A, TE 2573 A1 B 2R M AH S 23 B R
Pearson AT, B MR H spearman #H2C3 47, iR
ST TG 22 R BN ¢ K250 5 Wilcoxon FLXT A
5. SRHSZ1AH TAEFFE (receiver operating charac-
teristic, ROC) {1 £& 43 #7 15 I 45 B XF SLE #7500 46
B, R FHZ 5 BIE 3BT A T8 bR 54 SLE (115
BrRZR, BOUI P <0.05 hZERAGIT#ELH
Frif

2 H#R

2.1 PD1 7 SLE # & HC 4ME M1 CXCRS"
CD4 " T HRRIRIEKE SLE £ PDI* CXCR5 -
CD4* T 4 432[ (25.27 £12.65) % vs(17.75 +
8.42)% 1T HC, 5 A G 2#E X (P =0.008 3,
U=540.5), WLI& 1B;SLE 3% CXCR5 CD4" T 4H
Jitd PD1 &3k MFI[ (2.23 +0.57) ws(1.61 £0.22) ]
M HC, ZRAZRIT¥E X (P<0.000 1, U=
187.0) , WL 1C,

on
pou
1 1
0.5% 16.6%
10° 100 10 10 10° 100 10° 10’
FITC-1gG FITC-PD1
Co -
=5
E ok ok
£ 4r
2
o 3r
2
o 2r
>
O 1k
=]
o
= ) ,
a HCHL SLE#]

E1 SLE £&% HC 5ME I CXCR5 - CD4 * T £HAE PD1 IR %
A:CXCR5~CD4* T ZHMl PD1 3597 KM B. PD1 * CXCR5 ~ CD4 * T 4 15 43 R 7E SLE B3 HC W4 594315 1% & ; C: CXCRS5 -
CD4 * T 4} PD1 &3k MFI 7E SLE (3% HC PR /A5 0L ; 5 HC 4l kde. * * P <0.01,* * * P <0. 001
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2.2 SLE E#SMEIM CXCR5™CD4* T 48 PD1
RIEKFEEFAENEIEIR, R B AL FIHE X
Ve SLE F8 35 9595 15 2 1 48 #5 (SLEDAI, ESR
CRP WBC ., T il Jffl ( red blood cell, RBC) . HGB
HCT .PLT L L% .M .M% N .N% NLR PLR LMR,
dNLR .SIT,MNR ,PMR . PNR . IgG ,C3 . C4 . ANA . anti-
dsDNA | anti-Sm ., anti-SSA | anti-SSB . anti-Ro52 . anti-
Histone . anti-AnuA _ anti-Rib-P _J8J7 . &R  F 2.
WA HEREA itz B %5 ) 5 CXCRS -
CD4 " T #ififl PD1 FRIkAKF-IEATH MM, 45
7% ,PD1*CXCR5 " CD4* T UMl A 43R 5 €3 217
G, 5 LMR A1 ARG S H2E S TSI % E
X, U2 1, PDIY CXCR5 - CD4* T 40 & 4 FAE
anti-SSA L anti-Histone FHTER SLE B & & TTEE
1B¥7 G PD1* CXCR5 ~CD4* T 401 20 %A% TAR97
BT, W 2, 3F R & B PD1* CXCR5 - CD4* T 4 i7
43R5 HABFE FRAE5E ; CXCR5 - CD4* T 4 il PD1 3%
ik MFI 5 SLEDAI ESR .CRP \N% .NLR .dNLR £ iE
F, 5 RBC HGB HCT L L% .LMR 25415, UL
F1, CXCR5™CD4* T 4} PD1 ik MFI 7E anti-
SSA FHYERY SLE BE A THEE i HER
TG4 L, CXCR5 - CD4 * T 4ijitd PD1 23k MFI
T anti-Ro52 FHPE Y SLE % & F IS, 697 5
CXCR5°CD4 " T 40 }d PD1 ik MFI Ik T8 J7 Ai,
CXCR5~CD4 " T 40fifd PD1 23K () MFI 76 & JJE 5t 4
SLE & AR THMHE MBS HERTRITEE
X, W 3, IR &P CXCR5 ™ CD4* T 41l PD1 %
IR MFL 5 HABFRARAHOC

H S PURR P42 5 B 4 i 5 Ak b 3% B 40 g
(CD19* CD27* CD38" ) WIfiL 714 K%, ik — 43 4
SLE H# 48 E I CXCRS - CD4 T 40 s PD1 £ ik/K
53R RE A0 M L Y O &R & B, SLE BB 3 A0 Il
PD1*CXCR5~ CD4* T #4i}fi & 43 .CXCR5 CD4* T
YR PD1 ik MFT 25 5 38 R340 i L 451 52 TR AH G, L
#1,
2.3 CXCR5 CD4"'T #Hfa PD1 F&i% MFI & SLE
R ERE Ak 28 R0 I
PD1 *CXCR5~CD4* T 4HJfd & 43 .CXCR5 ~CD4* T
YL PD1 23k MFIL 2R SLE YA SR fGRE R &K |, 45
HRE 4 R, 95 A PD1 T CXCR5 - CD4 * T 4ijiu [ 4%
R CXCRS ™ CD4 T 4l PD1 33k MFT {5 F2 U F .
¥ =0.02 xPD1*CXCR5~CD4* T 4ifi i 43% + 5.83

%1 SLE £2Z4%MEM CXCRS - CD4* T 4Af PD1 By &%
SRmENEISIR. E AL Fla L ST
L3S izt T P{H

PDI *CXCR5 ~CD4 *T 4iffiFi /3% €3 -0.3352  0.0228
LMR -0.2870 0.0505
MG 0.3871  0.0072
CXCR5 ~CD4 *T 4iilfi PD1 %3k MFI SLEDAI 0.4031  0.0050
ESR 0.3561 0.0177
CRP 0.3374  0.0289
N% 0.3150  0.0311
NLR 0.3730  0.009 8
dNLR 0.3150  0.0311
RBC -0.2970 0.0426
HGB -0.3029  0.0385
HCT -0.3816  0.008 1
L -0.3937  0.006 2
L% -0.3912  0.006 5
LMR -0.4315  0.0025
ARG 0.3158  0.030 6

%2 SLE £#5MEMm PD1+CXCR5 - CD4* T AfE %

SRmiEEERNXR
R 2 = VUM PIE
anti-SSA 28.87 £12.53 17.68 £12.17 2.5 0.0166
anti-Histone 31.51£12.34  20.94+12.73 2.3 0.0303
RIT 13.17 +5.94 22.07+£7.60 3.5 0.0202

%3 SLE £2#5MMAM CXCR5 - CD4* T 4Rff1 PD1 Rkl
MFI 5% iEshiEEIRNE R

WH = 7 U P1HE

anti-SSA 2.22 +£0.46 1.93 +0.32 2.0 0.0555
anti-Ro52 2.21£0.47 1.90£0.23  63.5 0.0295
BT 1.88 +0.29 2.00£0.30  21.0 0.0355
B BEF 1 2.40 £0.61 2.09 £0.51 1.9 0.0626

x CXCR5 ~CD4 * T 4iiffl PD1 3k MFI -10.73, %%
WREEW FEAY CXCR5 ™ CD4 " T i il PD1 23k MFI
J& SLE KIRINFER: 2 (P <0.000 1) ,1fi PD1* CX-
CR5CD4 " T 4l H 73R A2 (P =0.540)

2.4 CXCR5 CD4'T ZHBa PD1 &ix MFI & #
LI EEFRXS SLE MMM ME R ROC #FAh
CXCR5~CD4 " T 4 ffl PD1 23k /K EXF SLE HY i il
Wi, 45 5 @7~ PD1* CXCR5 - CD4 * T 4 it 11 43 3% |
CXCR5~CD4 " T 4ijifd PD1 235 MFI B4 PD1 * CX-
CR5~CD4* T ZH L & 43R 1 CXCRS ™ CD4* T 41 fifg
PD1 3k MFI il SLE Y AUC 43 %]k 0.671,
0. 886, 0. 878, &% £ 43 %l N 36.17% , 87.23% |
65.96% ,Fi S FE5r 9 K 97. 14% 77.14% 97.14% ,
W2 %5,
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Fz4 A PD1*CXCR5-CD4*T 4RI H 4% CXCR5 ~ CD4 * T 4Hffl PD1 &i% MFI f 512
TH S.E Wald df P Exp (B) 95% CI
PD1 * CXCRS ~ CD4 * T 4Hi i 4% 0.02 0.03 0.38 1 0.540 0 1.02 0.961 ~1.079
CXCR5 ~ CD4 * T 41l PD1 3% MFI 5.83 1.44 16. 44 1 <0.000 1 340.99  20.345 ~5 714.969
H AL -10.73 2.55 17.68 1 <0.000 1 0 -
%5 SMEIM CXCR5 - CD4* T 4 PD1 KAk Ext SLE BEHFNREE
i H AUC SEM P 95% CI HURE  RERE Cut-off
PD1 * CXCR5 ~ CD4 * T 4 il 1 43K 0.671 0.059 0.008 0 0.556 ~0.787 36.17 97.14 >32.05
CXCRS ~ CD4 * T 4fijfil PD1 ik MFT 0.886 0.035 <0.0001  0.818~0.955 87.23 77.14 >1.765
B PD} " CXCRS - CD4°T ém@ﬁﬁ}$*" 0.878 0.036 <0.0001  0.807 ~0.949 65.96 97.14 -
CXCRS5 ™ CD4 * T 21 ifg PD1 35 MFI
%6 SLE £EF1 HC E ML EIEIRF S MIBRTBUNME (x +5)
ZFR HC 4 SLE #H P1H AUC WURE (%)  FFRIE(%)
WBC( x10°/L) 5.87 £1.38 5.44 £2.86 0.1219
RBC( x10'2/L) 4.61 £0.23 3.86 £0.82 <0.000 1 0.804 72.34 91.43
HGB(g/L) 138.96 +6. 87 105. 88 +26.73 <0.000 1 0.942 80. 85 100. 00
HCT(L/L) 0.42 £0.02 0.34 +0.07 <0.000 1 0.924 82.98 97.14
PLT( x10°/L) 250.34 +60.13 194.43 +103. 87 0.001 1 0.712 55.32 88.57
L( x10°/L) 2.01 £0.55 1.08 £0.66 <0.000 1 0.881 89.36 77.14
L% 34.53 +5.61 22.24 +10. 60 <0.000 1 0.848 70.21 94.29
M( x10°/L) 0.35+0.11 0.36 +0.17 0.803 7
M% 5.83£1.52 7.62 £3.41 0.0150 0.658 44.68 94.29
N( x10°/L) 3.33 +£0.85 3.95 £2.60 0.996 3
N% 56.81 +5.77 69.27 +12.48 <0.000 1 0.793 70.21 94.29
NLR 1.72 £0.51 5.09 +7.26 <0.000 1 0.829 68.09 94.29
PLR 129.72 +36.40 221.93 +143.18 <0.000 1 0.766 65.96 91.43
LMR 6.18 £1.83 3.63 £3.31 <0.000 1 0.857 76.60 85.71
dNLR 1.36 £0.35 3.26 £3.45 <0.000 1 0.793 70.21 94.29
SII 424.94 +137.81 907.32 +963.26 0.022 7 0.648 46.81 97.14
MNR 0.11 £0.03 0.12 £0.07 0.666 3
PMR 793.08 +311.25 694.01 +639.53 0.008 5 0.671 46.81 88.57
PNR 79.00 +25.57 67.19 +54.70 0.009 2 0.669 42.55 94.29
PD1° CXCR5 CD4'T(%) PDI on CXCR5 CD4'T(MFI) S
100 100 100
80 80 80
X X S
@ 60 f&? 60 E 60
; 40 13 40 § 40
pizz flzag Jlzag
20 20 20
0 0 0
0 20 40 60 80 100 0 20 40 60 80 100 0 20 40 60 80 100
100-4F 5 (%) 100-F5 5 B£(%) 100-55 5 (%)

k6 s, SLE % 5 HC 1Y% M50 %= 45
Frrh ,RBC .HGB .HCT .PLT L. L% M% N% .NLR .
PLR .LMR .dNLR .SIT \PMR .PNR 75 2 2 [A] £ 75 2%
5 (P<0.05), ROC £k /mprixss s 5u s s

EARXT SLE A9 T 41 {8 %& BE, RBC \HGB | HCT ., L,

E 2 4MEIM CXCR5™ CD4* T 4046 PD1 ki%/kFEX} SLE EEHHMER

L% NLR.LMR ) AUC KT 0.800, i FArAEA
WK, ARWFFEERE SLE R % CXCR5 ™ CD4* T
0] PD1 235 MFL Al AUC KT 0. 800 FY 3 FIL 52 56
Z45FR(RBC . HGB HCT L. L% NLR ,LMR) #4175
2 A Z R 2 3, i 18 1 T B SLE Bl il 22 452 1)
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x7 BREMESEENHS SLE HAMNBREE
o LNSESAN ZHENT
/N
OR 95% CI P1H B OR 95% CI P1{H B
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HCT 0 0-~0 <0.000 1 -65.05
L 0.09  0.03~0.26 <0.0001 -2.37
L% 0.85  0.79~0.92 <0.0001 -0.16
NLR 4.08 1.94~8.62 <0.000 1 1.41
LMR 0.65 0.51~0.82 <0.0001 -0.43
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typing and CD4/CD8 ratio in cerebrospinal fluid for the diagnosis

Expression of programmed death 1 on CXCR5™ CD4" T cell from the

patients with systemic lupus erythematosus and clinical significance
Luo Qing' ,Zhang Lu', Huang Zikun',Fu Bigi*, Li Junming'
('Dept of Clinical Laboratory,’ Dept of Rheumatology,
The First Affiliated Hospital of Nanchang University , Nanchang 330006 )

Abstract Objective To investigate the expression of programmed death 1 (PD1) on CXCR5 ™ CD4 " T cells from
the patients with systemic lupus erythematosus (SLE) and to analyze the clinical relevance to disease severity.
Methods The expression of PD1 on CXCR5 ™ CD4 " T cells was examined from 47 SLE patients and 35 healthy
controls (HC) by the technique of flow cytometry. The expression of PD1 including percentage of PD1 * CXCRS ™
CD4 " T cells and mean fluorescence intensity ( MFT) on CXCR5 ~CD4 " T cells was compared between SLE patients
and HC. And its correlation with clinical indicators, laboratory inspection and the percentage of plasmablasts was
analyzed. Moreover, the predictive value of the expression of PD1 on CXCR5  CD4 " T cell was explored. Results

(D The percentage of PD1 *CXCRS5 ~ CD4 * T cells from SLE patients significantly elevated compared with HC (P
=0.008 3, U=540.5), and the MFI of PD1 on CXCR5 CD4 " T cells from SLE patients significantly elevated
compared with HC (P <0.000 1, U=187.0). @ The percentage of PD1* CXCR5~ CD4* T cells was associated
with C3 (r,= -0.3352, P=0.0228), anti —SSA (P =0.016 6, t =2.5), anti — histone (P =0.030 3, ¢ =
2.3), treatment (P =0.020 2, t=3.4), plasmablasts (r, =0.387 1, P =0.0072) in SLE patients. The MFI of
PDI1 on CXCR5 " CD4 " T cells was associated with SLEDAT (r, =0.403 1, P=0.0050), ESR (r,=0.356 1, P
=0.0177), CRP (r,=0.3374, P=0.0289), RBC (r,= -0.2970, P=0.0426), HGB (r,= -0.3029, P
=0.0385), HCT (r,= -0.3816, P=0.008 1), L. (r,=-0.3937, P=0.0062), L% (r,=-0.3912, P
=0.0065), N% (r,=0.3150, P=0.0311), NLR (r,=0.3730, P=0.0098), LMR (r,= -0.4315, P=
0.0025), dNLR (r, =0.3150, P=0.0311), anti-Ro52 (P =0.0295, : =63.5), treatment (P =0.0355, W
=21), plasmablasts (r, =0.3158, P =0.030 6). B Logistic regression analysis showed that the MFI of PD1 on
CXCR5 " CD4 T cells was a risk factor for SLE. @ ROC analysis showed the AUC of the MFT of PD1 on CXCRS "~
CD4 " T cells was 0. 886. A further established model based on combination of the MFI of PD1 on CXCR5 ~CD4*T
cells and HGB showed predictive value in distinguishing SLE from HC with AUC of 0. 979. And predictive value
was positively associated with SLEDAI (r, =0.313 6, P =0.030 3). Conclusion Increased percentage of PD1 *
CXCR5 " CD4*T cells and increased MFT of PD1 on CXCR5 ~CD4 " T cells in SLE are associated with disease se-
verity and activity, and a model based on combination of the MFI of PD1 on CXCR5 ~CD4 * T cells and HGB shows
prominent value for predicting SLE.

Key words systemic lupus erythematosus; CXCRS5 ~CD4 " T cells; PDI1; predictive model



