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Abstract:Objective To preliminarily explore the effect of recombinant human tumor necrosis factor re-
ceptor-antibody fusion protein (RhTNFR-Fc¢) for treating active ankylosing spondylitis (AS) on peripheral
blood T lymphocyte subsets and the monocyte CD36 expression. Methods A total of 78 patients with active
AS treated with the biological agents for the first time in the rheumatology department of Xinjiang Uygur Au-
tonomous Region People’s Hospital from January 2017 to December 2019 were selected and divided into the
observation group and control group according to the random number table method, 39 cases in each group.
The control group conducted the routine therapy by adopting oral non-steroidal drugs;on the basis of the rou-
tine therapy the observation group used RhTNFR-Fc. The active AS disease activity and outcome were evalua-
ted according to the BASDAI score, BASFI score,C-reactive protein (CRP) and erythrocyte sedimentation rate
(ESR). The flow cytometry was used to detect the expression proportion of peripheral blood T lymphocyte
subsets (Thl,Th2,Thl17,Treg cells) and monocyte CD36 fluorescence intensity before and after treatment in
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the patients with active AS. The correlation between the activity assessment indicators with T lymphocyte
subsets and monocyte CD36 fluorescence intensity was analyzed. Results Compared with before treatment,
the clinical BASDAI score, BASFI score, CRP,ESR, Thl cell ratio and Thl7 cell ratio after treatment in the
observation were significantly decreased (P <C0. 05),and the monocyte CD36 fluorescence intensity was in-
creased (P<C0.05). The BASDAI score, BASFI score,and Th17 cell ratio after 2,4,6 months of treatment in
the observation group were significantly lower than those in the control group (P<C0. 05), moreover the de-
crease range of the scores in the observation group was significantly greater than that in the control group
(P<C0.05). Whereas the monocyte CD36 fluorescence intensity after 2,4,6 months of treatment in the obser-
vation group was higher than that in the control group (P<C0. 05),moreover the increase range was greater
than that in the control group (P <C0. 05). The ratios of peripheral blood Thl and Thl7 cells in the patients
with active AS were positively correlated with the CT grade of the sacroiliac joint, BASDAI score and BASFI
score (r=>0, P <C0. 05); the monocyte CD36 fluorescence intensity was negatively correlated with Thl cells
proportion, Th17 cells proportion, sacroiliac joint CT grade, BASDAI score and BASFI score (r <<0, P <<
0. 05) ,and positively correlated with Th2 cells and Treg cell levels (+>0, P <C0. 05). Conclusion RhTNFR-
Fc combined with non-steroidal drugs for commonly treating active AS takes the effect rapidly,can effectively
alleviate the clinical symptoms of active AS,and achieve the effect of synergistic medication. Thl,Thl7,and
Treg may be used to monitor the efficacy of RhTNFR-Fc in the treatment of active AS, which is helpful for

clinic to understand the immune cell disorder of the patients and timely take the intervention treatment. The

monocyte CD36 fluorescence intensity could indirectly reflect the active inflammation of AS patients.
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(P<C0.05), A7 2.4.6 ™ H G WME A Th17 40tk
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W% 40 VRIT T 38.23+12.48 28.95+9. 60 5.77+1.04 5.26+1.13
WBIT 2 A 27.6148.69" 21.1846.96" 3.954+0.89" 7 3.7840.87"7
BIT 4 H 20.00+4. 85" 14.64+4, 04" 2.67+0.84"7 2.3340.79°7
RIT 6 A 13.84+4.49" 9.97+3.94" 1.72+0.6°7 1.5640.47"7
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bl 5 BRmEXIES ME XS

I H Thl 4048 Th2 40fe Th17 4058 Treg 40
AR LT CT 4t
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P 0.009 0.021 0.012 0.031
BASFI 4}
r 0.474 —0. 280 0.393 —0.277
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2. IL-10 Fl TNF-o %5 40 i [+ P3[R 42 i B W 4 e . A
NN T 1 DR T DR O R e 10 i w1 B A 1 i
B2 N B R N =B v v e 2 | D K = o S ]
MR . TL-17 3& W] 98 5 &6 Bk 4% F F1 Thl 28 fd, 4 F
TNF-a 93635 , #E 1 2 3F R 1 [ B, 78 8 5T RAE 1Y
PEFE R R 40 P2 AR 1) TNF-o 3l 3t [ 40 3 155 43
WA A 6 T 5w L AR 5T R R I R A 5
SR T ARG YT G S AS BT fE T ik 40 i
HER Sh A28 A, 5 4 B 6 R A HE VA7 RIS stk AS
B AN L Th17 40 Mo L 6] 8 35 s F B X B 41,
Treg 20 M Eb 1 W) AH Jz , $2 7% 76 35 s AS & RN
Th17 40 4b T 3% IR 25, Treg 40 M A2 2|40l , Th17
YHE/ Treg 4 Ml 5 B2 4% Jm fi 1) Th17. ¥ 58 L8
Thl 2 i i 43 W — 28 50 40 i DX n el A4 4R 1 I
. 51 4 AU RAE BT . FE A 5T R & B B
AS B FE AN I Thl 40 Ak F 3R A, Thl/Th2 41
Jo IV #E 15) Thl A%, #2778 Thl 408 S 35 & ML 4
Tl B RAERA .
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Bl RhTNFR-Fe 8 & 3 2% fift I IR R 32 & I IR 7
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Rk T bk O 40 A S R 2 L L e R R A R T
Zits . APPSR EMIL-17 Al it 5 TNF-a Z 4]
B RS A F T SO 35 5 308 O 7 i 3 DA 42
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e KR BEPI 6] TNF M9 36 b 23k b — Ml Th17 40
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5 BASDAI ¥4 #il BASFI 343 & i 41 5¢ , Th1, Th17
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19 B ] 42 W At L% AS A5 IEAG B9 VE

CD36 J&—F 7775 T P 40 Mg L I /N | i 38 P9 J2
21 ff 2 1T A E T R Z AR I RGE R BB 5 T g kol
RERE AL ST | IR T B 25 Ak 22 A B0 B 3o A0
ZEUR AT STIESE L FRAZ 40 L CD36 Ry 36 ik 5 4R E P ¥R
5 B O I A B A o S R e
i H A 2 & ZIZIE RS AS B A M T,
L. &R E AW 17 i CD36 Fik /K B3
T4 R P 40 e o 9 T 4 % A ECRE L i gk T
JIE R IR 5 5 — 7 i, AAE NP ATl CD36 2
7 BRI CD36 By ek I Ah, BB A
Jitl CD36 1) 3k 76 A4 Hh 5 3 4200k 40 Tt 1 348 51 00 9 0%
ZAA K TNF 5674 560, Al 4 0 5 4% 40 i CD36 (1
FEIR T REZ AL JIE YRS R , AS BIF 55 UE 52, BAA% 41
CD36 PGB s AS B Eh T, WE4H 1
BITHTSIRIT 2.4.6 A JE M L, 40l CD36 %8
ST I 0 L HE W AR 40 M CD36 B 5 T AS #%
T X — 3 B . RATNFR-Fe 1A 7 1 fi 22 f# WL AR 5 9
PR AL AN CD36 R IA

CD36 3 38 3 401k Wy W44 38 3 ) T 2 1k B 5 5
T [ o 2 e A IO M R AT R 45 L X Treg 40 R 1T 4
TR O3 7 FLIR A e BB A . R R SRR
P BT HOH A — 3508 B 5 .« 76 B8 9 Treg 40 i o,
CD36 1 Ay e AR 35 3 5 700 10 o 32 % M b 0 5 ik — 45
WF5T & B, CD36 it [ 29 /)N B i 98 £ 47 175 0 A 19T ik
BN Treg AN M ECE 5 D RE & T B, i fd B 41
21 Treg Hi M BEH T AL 4L, CD36 &l = JiE A ff fij &g
P Treg b A i) 5B A D BE T B . 5 S5e4m i o v
TEARBEFE % B, BA% 40 M CD36 26650 1 5 Treg 4
JH B A 52 TEAH G UESE T BAZ AR L CD36 R iE 5 Treg
2 it 25 D) AR OC , 1 ELARAE FRBLIAE iR AR A 5T .

25 BT ,RhTNFR-Fe 33 8l TNF i %k 0fi
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RAEVEM . AW 78 RhATNFR-Fe 364 JF & 1424
4 LRI IG S AS AL, R AT R i 1 Bl v
AS I RAE R 35 BP0 R 258058 . BeAh 36 s ik AS
SAE 5 T Ik U 40 6 A Bh A AR Ak B VI A 56, 28 RhT-
NER-Fe J&97 0] 819 5 5 40 i 7 £ , 90 ] Thl,Th17
2 L 3K 20 1 48 M S8, Treg 200 JEL DU) Bt 9 97 BF 1] ) 2B K
7 3203457 1] FF 28 i s I & . A Wl 2 T RhTN-
FR-FciRYF il ahtE AS Ja & AR A I T ik B 40 Jfd S
R, ARG A BAHED Thl, Th17, Treg 4
My H 5 Al £ i RhTNFR-Fe JAI7 G st AS 97
R TN B o 30K A BT I R T A R8O DL S 28 4 i
AL O T W0AYT . BeAh ., BRI CD36 9t
ST LR R IE S AS B ALK RAER . &
RhTNFR-Fc iY77 R 4E i ff 28 fif . 50 4% 40 il CD36
FoaR M L AT ARV AS BREBGIT S E . AN
ffl CD36 2G5 FE S Treg 40 i o B 1 %5 DI AR 5C , 72
TNF $EH075036 97 J5 — 3 0 & 017, 0T 2% fi AL A4 J=y 35
o4 B RO S Bk B B .
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