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Abstract

Objective: This study aimed to evaluate the clinical efficacy and safety of telitacicept (TA), beli-
mumab (BEL), and conventional therapy in patients with systemic lupus erythematosus (SLE)
combined with antiphospholipid syndrome (APS). Methods: Thirty SLE-APS patients were ran-
domly assigned to the TA group, BEL group, and conventional treatment group. The changes in
SLEDAI-2000 scores, peripheral blood anti-ds-DNA, peripheral blood BLYS levels, peripheral blood
APRIL levels, antiphospholipid antibody levels, and absolute counts of B and T lymphocytes were
compared after 3 and 6 months of treatment. Results: After treatment, there were statistically sig-
nificant differences in the SLEDAI-2000 scores, peripheral blood anti-ds-DNA, peripheral blood
P2GPI-IgG, absolute count of B lymphocytes, peripheral blood BLYS levels, and peripheral blood
APRIL levels between the TA group and the conventional treatment group (P < 0.05). There were
also statistical differences in peripheral blood f2GPI-IgG and peripheral blood APRIL levels when
compared with the BEL group (P < 0.05). There was no statistical difference in adverse reactions
among the three groups. Conclusion: Telitacicept has good clinical efficacy in patients with SLE-APS,
providing a new option for individualized treatment strategies for SLE-APS.
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1. 518

KRG BRI (SLE) & — i LA B B G s W 98 i R AT AR /R 18 1 225 4 2 210005, FL BRI R A0 WL 1
ok, WHER . T AR E L], SLE MRES B S AIMIE T R E . W TR ISR A K,
SR E S PR ERER, BT A RS R R N[2]. SLE FEFEM K. LA, B, B AR e
RY5E[3] [4]. B 4UMAE SLE AR k¥ R B AEI[5]. SLE B3 fEA HUBE IR TUAR SR S AE(APS) IR #9730 A
fE, WUEAR[6]. 2407, SLE VY7 EFENE R MER . Sl R [7], (HXEL 5697 7 978 — %
(14 e PR L g4 F KT8]

UURIG B30 (BEL) /& 4R oy Mt vtk FHl 13697 SLE (AR HI770[9] [10], #EF B bk EL 40 ) 34 I5 7 (4
JA 1 BLYS)EL ] B bk LA s 2N I 2% SLE [, T 2011 4E35[E FDA $icftt Brv, FHTIR97
SLE [11] [12]. #R1fi, SLE-APS HB#FGITEPEAIR, 3 BRKAHE R T YTt 24 [13] [14]. FE 6
(Telitacicept, TA)NIRIE F EAF AR B 4T EIHZ5, @i FHW oM i BLY'S AN 56 75 5 lc 44 (41 & 1
APRIL)IITER, I 20N, T 2021 4 3 HAEH ke ETi[15] [16] [17] [18]. Z'EVEE O RaaXtrh
H SLE 5%k, 1B SLE-APS H3& IAE 7T i AN ARA[19].
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AT FEARIG RS LR B DU SRIAIAL Goiay7 % SLE-APS 35 IyT 8of 2 41, 1
YRIT TSGR TEAR . BEWTEBEE . T B WhEL4H MR S 1 i BLY'S FIAR & . APRIL 7K-F (12424,
BRI T IR TT SLE-APS (¥l R A 2ot A2 4 14 [20]

2. LW
2.1. fmit

ARFFHEE 2022 46 1 H 30 HZ 2023 4£ 6 H 30 Hial, F @i oER 4 30 ] SLE-APS &%
. ZitieE s EMEE R, BEMILSEE TA 4. BEL 4l &gy d.

2.2. PNSHEBRERHE

PINFRE: 1) #4208 SLE, 1ZWifT& 1997 4F 1) 56 B X 57 2 (ACR)EIT I SLE 4K A5itE. 2) 4
% 18~65 % . 3) MHARER SLE W07 R, NHAFETBHEEMHIFGEVLE. WAL RH)ETmel 1
A A B ARHEIRIT o FRE BUARMEST IS AR S sl — (5 ) 25 b B R . PUIEZS . i
A, FLFERIMENERS | R EREE . MBS, WS . s E . MAER R 4) EiEER SLEDAI-2000
PEIr> 6. 5) HUREHUAFAVEET dsSDNA HiAAFI 1. 6) & HHiBifeHiih L SAE S-S Wiksite: EIFE&—
SRR 1 DA B — 2% S 00 = A

HeBrbrite: 5l 2 AN H WA R EIREEE R(E SCHIRER > 6 g/24 /M ki ALEF > 2.5 mg/dL)sk,
>14 REZRKAE RS ZEARER > 100 mg/ K& i); fPE RIS RGN SRR E R, mE
FE TG shEERge. ZraiiL, THRIEF .

2.3. IsKIGIT AR

BEL #H: 10 mg/kg, iCif/EHE 2 A—Ik, I3 KBk 2 ASZ—k, bER 4 G 2—ik. TA4: 160

mo/ik, B —IK. ARGEIRIT AL BE R B I e 7 o

2.4, ITHESZ M
B FEF SLEDAI-2000 45 fuifiepiic. H Pk, RBEREH . FMEKTF. RAEFRIR.
REAZSENHAE 3 MH. 6 MHKZALL.
AWM. R EMET RN R N KR,
25 HIERESTEHEAR
BHERLE: AFEEEAGER. LREHEF. ARXMN, BITREEZIE KRR,
2.6. SCIERAR

ELISA {ERMARE fi. BLYS. #ME I APRIL 7K. 3R A RA Ak LMV . 422 R OGiER
PUOBE IR DAY . L PR REREARES . PUAFRIC . YRR E R, bR [CBSRE. BE A
sEIRL R RE

2.7. GtFESH

THETOR DU & 2 e, 2R 1R 22 it RO AR50 B Fisher FE#AESIG /01T THEFRIIES S
itk it Shapiro-Wilk 575K . IES AR E TR HSME £ brdEZE (Mean £ SD)HIA, il t £ 40 L
A ZE S ARIER A0 = TR HR AL DY 4 A 5 (Median, Q1~Q3)#E 7R, KA Mann-Whitney U
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it 5

o e A1) 2% 5 . ARG @ Pearson Ik 40T, ARERBOGHEIA-1 41, MERRIMFE, FHE
TRIEMISE, AR AR . BT MR AU, A o = 0.05 S EHEKFE, P<0.05 FRgiil ¢
. GEF ST SPSS Bk (A 21.0), U ATRLALAE I R SRR 4.2.0).

3. R

3.1. BEEAXFERER

BE AT BRI (R VEA). REAREL WAL, ESAZER(P > 0.05). BHEMRZHTHK
OB (YT, JREH . ds-DNA. R H . #M& C3)NT LB B 4e it 5% 2 57 (P > 0.05). W14 1 Ffizw.
Table 1. Comparison of general information and experimental indicators of the three groups of patients before taking me-

dication
= 1. ZHBERATT—MRER R SIIEMRELE

TA #(n = 10) BEL #£(n=10)  ¥HMKITH( = 10) Fly? P
(%) 29.1+89 345+10.1 272+39 2.165 0.134
Y5 (F ) 0/10 2/8 1/9 1.25 0.518
TR E 5 H(Kg/m?) 23.1+159 235£2.12 23.00 + 1.63 0.216 0.807
P (FE) 328+1.21 3.05+1.39 2.72+1.14 0.503 0.610
Jeid 4 4 3 0.300 0.861
LS AR TE R AR 7 6 7 0.300 0.861
KIR 6 5 7 0.833 0.659
(WY b 4 4 5 1.250 0.535
Bz R 7 6 5 0.000 1.000
MK KRG 5 2 3 1 0.373 0.830
ds-DNA (1U/mL) 79.70 + 8.90 84.70 + 11.40 84.00 + 7.90 0.812 0.454
19G (g/L) 15.77 +5.39 15.29 + 7.47 15.73 +12.30 0.01 0.990
IgM (g/L) 2.90 £1.09 2.91+1.19 3.70 £ 0.90 1.19 0.323
1T (mm/h) 55.08  2.90 54,77 + 2.90 55.12 +3.20 0.041 0.96
C3 (g/L) 0.557 +0.03 0.548 +0.04 0.545 + 0.02 0.456 0.638
24 /NEFFREE H(mgl24h)  1574.33 £646.26  2113.85 +1220.66 1000.00 # 212.40 2.692 0.091

SLE i N FELL I S8 = 46 25 (APS. #ME I BLYS/AMAE I APRIL. T/B bk B 4H ffa 46 %:F 45) %6f B TG 1
R4 EZE (P > 0.05). W% 2 Fizs.
Table 2. Comparison of SLEDAI-2000, APS results, peripheral blood BLY S/peripheral blood APRIL, and T/B lymphocyte

absolute value indicators at baseline among the three groups of patients
2. ZLRBENBELRT SLEDAI-2000. APS £55R. SEML BLYS/SME ML APRIL. T/B itk B AAELE I HEEFREE R

TA 4(n = 10) BEL £ (n = 10) HIEITH(n = 10) Fly P
SLEDAI-2000 13.3+1.1 12.8+1.4 131+1.1 0.443 0.647
ACA-1gG (GPLU/mL) 110.32 +5.3 111.69 +6.2 108.49 + 6.6 0.704 0.504
ACA-IgM (MPLU/mL) 36.57 2.9 34.88+3.7 35.68 +2.2 0.823 0.45
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LSS
B2GPI-1gG (AU/mL) 187.47 £8.8 18452 +8.1 189.35+7.0 0.925 0.409
B2GPI-IgM (AU/mL) 51.11+453 50 +6.16 46.1+4.28 2.694 0.086
LA L 1.561 +0.07 1.529 +0.06 1.554 +0.05 0.781 0.468
4ME 1L BLYS (ng/mL) 7.80+0.8 7.30+1.0 750+0.6 0.823 0.45
4ME 1ML APRIL (ng/mL) 29.10 + 6.4 27.70 5.6 26.60+3.6 0.549 0.584
B 4 g 4% 18 (/uL) 329.28+30.3 334.95+50.6 365.43 +111.4 0.714 0.499
T4ifZantE(ul)  1116.16 £+470.91  1108.19 +435.48 1290.23 + 518.76 0.467 0.632

32. BRERAREEEFIL

Table 3. Comparison of APS results and SLEDAI-2000 in three groups of patients 3 months after treatment
F* 3 ZHBEMHARE 3NA APS R 5 SLEDAI-2000 Xftt

TA 4 BEL 4 FEGiiaTT 4 Fly? P
ACA-IgG (GPLU/mL) 107.5 +4.9 107.09 4.2 107.94 +3.4 0.101 0.904
B2GPI-gG (AU/mL) 1111425 118.2+8.6 146.7 +3.0 10.86 <0.001
LA Lhfl 1.437 +0.05 1.479 +0.04 1.456 +0.04 2.028 0.151
SLEDAI-2000 8.3+05 8.8+0.9 9.7+14 4.88 <0.05

Table 4. Comparison of ds-DNA, peripheral blood BLY S/peripheral blood APRIL levels and absolute value of T/B lym-
phocytes in three groups of patients 3 months after treatment
4. ZHABERMZE 3N ds-DNA. SMNEIM BLYS/SMNE M APRIL k5 T/B it B 4RBRLE S ELE R XTEL

TAH BEL 4 FEGIRIT 4 Fiy P
ds-DNA (1U/mL) 458+11.3 46.3+9.9 69.1+2.9 22.73 <0.001
SME 1 BLYS (ng/mL) 57+05 6.2+0.6 6.9+06 10.66 <0.001
A& 1 APRIL (ng/mL) 23.6+0.5 249+1.2 251+1.2 6.772 0.00413
B 4 4 % {5 (JuL) 60.006 + 2.6 169.67 £ 9.8 254.89 + 8.6 1629 <0.001
T YA XS E (fuL) 1406.84 + 435.68 1346.19 + 444.52 132754 +483.9  0.083 0.921

Table 5. Comparison of APS results and SLEDAI-2000 among three groups of patients 6 months after treatment
F5 ZHHBHEMAZHE 6 NA APS R 5 SLEDAI-2000 %3t

TAH BEL 4 FEGiiaTT 4 Fly? P
ACA-IgG (GPLU/mL) 87.97 +3.40 88.69 + 2.00 93.15 +0.90 14.45 <0.001
B2GPI-IgG (AU/mL) 915+37 105.2 +10.3 117.0 + 8.4 25.68 <0.001
LA HAf 1.073 +0.10 1.004 +0.08 1.007 +0.12 1.618 0.217
SLEDAI-2000 41406 53+1.2 6.9+12 19.1 <0.001
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Table 6. Comparison of ds-DNA, peripheral blood BLYS/peripheral blood APRIL levels and absolute value of T/B lym-
phocytes in three groups of patients 6 months after treatment
6. ZHHEEME 6 1B ds-DNA. SMEM BLYS/AMNEM APRIL /K5 T/B ik 4R R4 B 45 R Xt EE

TA#H BEL 4 EGRIT A Fly? P
i ds-DNA Hifk(1U/mL) 312+10.1 29.6+5.9 58.2+8.9 2753 <0.001
SME I BLYS (ng/mL) 3.4+05 3.7+05 44406 9.736 <0.001
41 1l APRIL (ng/mL) 146+1.3 17.4+3 17.8+2 6.378 0.00539
B 4 s 4 % E (/uL) 58.464 + 1.3 62.83+9.1 149.29 +3.2 831.6 <0.001
T A 26 5B (JuL) 174852 +353.32  1581.69+219.81  1507.49 +517.87 1.036 0.369

B 25 34 H SLI6 = AR L : TAZH S BEL 410} L A1 & I f2GPI-19G B 4iit 2% % 5 (P < 0.05),
AralantE 2 Frass TA 5480097 4L LR A E I f2GP1-1gG . SLEDAI-2000 #-43F 4t it 2% (P < 0.05),
A3l 1~5 FioR; BEL 5L 8070 7 411 A I f2GPI-1gG. ds-DNA #4144t it 225 (P < 0.05) 5%
Wi 1~5 fos. L ERZG)E 3 S H Sl s fabnxf b SR an & 3. & 4 pos.

FZ5)5 6 A H it = iabrst th: TA 415 BEL 4 LLEAMNE I f2GPI-1gG /KFA Giil24 = (P < 0.05),
S 2 Frors TA A 544096 7 LB ANE I f2GP1-IgG. SLEDAI-2000 4> ds-DNA )45 4iit2%
B (P <0.05), aralantd 2. & 4. K 5 s BEL 546400677 4 LR A1 E i p2GPI-1gG. SLEDAI-2000
Py, ds-DNA, ¥H Gt (P < 0.05), Al 2. K4, K5 Fiw. LA EHZE 6 M H SR =R
FRXfEL g SR 5. 3% 6 AR

150 4
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oM 3M 6M
Time
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Figure 1. Histogram of ACA-IgG expression ratio in each group
B 1. ACA-19G 7 Z AP HIFTRIALL FlAE R E
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vE: Tradition: f£40iRJ7 4, BEL: DURIJCEPI(BEL)H, TA:

RETIE(TA)4. *P <0.05, **P<0.01, ***P <0.001. A5
3MH, BERITHS TA BN LLA S8 (P < 0.05), 154
VRITH S BEL AXf b A5 (P < 0.05), TA45 BEL 4
WHAE G ERE (P < 0.05). HZifE 6 ™A, H£4iaTasS TA
HXF A Giit 32 (P < 0.05), fE4iiEIT4l5 BEL XA 4
2 X (P < 0.05), TA 45 BEL 4% EL A it & X (P < 0.05).

Figure 2. Histogram of peripheral blood f2GPI-1gG expression ratio
in each group
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Figure 3. Histogram of LA expression ratio in each group
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vE: Tradition: 6486974, BEL: UF|JE#H(BEL)AL, TA:
RETIW(TA)LL. *P <0.05, **P <0.01, ***P <0.001. Tz}
Ja 3/MNH, fEGRITH S TA 5 b giit2% % (P < 0.05),
fe4iieyT A S BEL AXT L ES I #E L, TA 45 BEL Xt
LERGi 2R . HEE 6 N, HRinTHS TA HAXf
Ll %5 X (P <0.05), 5406745 BEL HX LA G2
E (P <0.05), TAH5 BEL XA Zit %= X (P <0.05).

Figure 4. Histogram of expression ratio of SLEDAI-2000 in each
group
[ 4. SLEDAI-2000 7 %A A RIL L GIFEAR E
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FitFE (P <0.05), TA 5 BEL 4Ixf LSt it22% Lo

Figure 5. Histogram of ds-DNA expression ratio in each group
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BRI TS TA X LA Giil 2= (P < 0.05), 4RI 5 BEL A%}
Eb 5 giit2 % (P < 0.05), TA 45 BEL X EL S5 .

Figure 6. Histogram of expression ratio of peripheral blood BLY'S in each group
B 6. SMNEM BLYS 7 &H P HIFRIL L HIFEKRE
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Figure 7. Histogram of expression ratio of peripheral blood APRIL in each group
E 7. SMEM APRIL 7E X 4H PRI RIS EL HIAEAR E
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Figure 8. Histogram of expression ratio of absolute value of B

lymphocytes in each group
8. B ik B AL A 7E & LA P A RIA L AR E
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Figure 9. Histogram of expression ratio of absolute value of T

lymphocytes in each group
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Table 7. Statistics of adverse reactions of three groups of patients after medication
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Figure 10. Correlation of various variables
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