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ARG PTIRIE (systemic lupus erythematosus, SLE)2—F B & B 5K, KIWILETIABEH. #]
BRI sPD-L27ESLE B 4M L5 A RS KPR R IR R o EFESLEREZ 10161, FR@MHERTI %
(rheumatoid arthritis, RA) 3 2651 fl{& /A& & (healthy control, HC) 3241, W4 EH KIKKE R,
T B # kI, S ELISAZT R 41 IS A sPD-L2 RIE K, RIBEREE SAMATEK, XH
Mann-Whitney UK. x2kr3nEiSpearmantik i, BT H SSLER Wil PRFEI K L =585
FIXKR. &F1: 1) 5REMBALE, SLEEEEBEIMHsPD-L2RKEBE A H(28.04 + 3.68 pg/mL vs
7.59 £ 2.07 pg/mL, P < 0.0001). 2) SRABFHME, SLEEH M{EHsPD-L2REBETH(28.04 +
3.68 pg/mL vs 23.07 + 3.39 pg/mL, P < 0.0001). 3) SLE& ¥, sPD-L25%# (r = 0.296, P = 0.003),
JRFE(r = -0.245, P = 0.014), XJEK (r = 0.208, P = 0.038). SLEDAI-2K (r = 0.223, P = 0.026). i
dsDNAE (r = 0.205, P = 0.040). {&AMEME(r = 0.196, P = 0.068). HifE# (r = 0.253, P = 0.011).
BEFR(r = 0.271, P = 0.006). CRP (r=0.211,P = 0.036) RIFA*X R, M 5eGFREMH AR R A(r =
-0.360, P = 0.002). %iit: 1) SEFRRABHE ABELE, SLEZE AR M+ sPD-L2IRIFREKTFE, MY
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Abstract

Systemic lupus erythematosus (SLE) is an autoimmune disease whose pathogenesis remains un-
clear. To preliminarily investigate the changes in the expression level of sPD-L2 in the peripheral
serum of SLE patients and its clinical significance, a total of 101 patients with SLE, 26 patients with
rheumatoid arthritis (RA) and 32 healthy control (HC) patients were selected, the clinical data of
the patients were collected, peripheral venous blood was drawn, and the expression levels of
sPD-L2 in peripheral serum were detected by ELISA. According to the characteristics of the data
and the purpose of the study, it is adopted that Mann-Whitney U test, chi-square test or Spearman
correlation analysis were used to compare and analyze their relationship with common clinical
manifestations and laboratory indicators of SLE. Results: 1) Compared with the healthy control
group, the expression of sPD-L2 in the peripheral blood of SLE patients was significantly increased
(28.04 *+ 3.68 pg/mL vs 7.59 £ 2.07 pg/mL, P < 0.0001). 2) Compared with RA patients, the expres-
sion of sPD-L2 in serum was significantly increased in SLE patients (28.04 * 3.68 pg/mL vs 23.07 *
3.39 pg/mL, P < 0.0001). 3) In SLE patients, sPD-L2 was significantly associated with age (r = 0.296,
P = 0.003), course of disease (r = -0.245, P = 0.014), serositis (r = 0.208, P = 0.038), SLEDAI-2K (r =
0.223, P = 0.026), increased anti-dsDNA (r = 0.205, P = 0.040), hypocomplementemia (r = 0.196, P =
0.068), and pleurisy (r = 0.253, P = 0.011), pyuter (r = 0.271, P = 0.006), and CRP (r = 0.211, P =
0.036) were positively correlated, while eGFR was negatively correlated (r = -0.360, P = 0.002).
Conclusions: 1) Compared with healthy and RA patients, the expression level of sPD-L2 in the peri-
pheral blood of SLE patients was not only significantly higher than that of healthy people, but also
significantly higher than that of RA patients. 2) The expression level of sPD-L2 in the peripheral
blood of SLE patients is positively correlated with SLE disease activity, which may become a poten-
tial biomarker for clinical judgment of SLE disease activity.
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1. 5|15

ARG BRI (systemic lupus erythematosus, SLE) & —Fh H & tErs, HmREAEEESR, £45
WA SEA I T[1]. #E5it, Hul RGP PORIE R AN # 30~50/10 7 N &, FERFREHL, i
R 2.4%~5.9% [2]. RGNELAPIVEBH IMKAPRE R 22, BARRIONEI. KRS HEbE M
KATRE, WEENRLEHZEE, E2FIET3].

G LN R I8 KRR - PE AN AE T 2R 1 1 (programmed cell death-1, PD-1)F14 k5 2 (184> -3 (T-cell
immunoglobulin and mucin-domain containing molecule-3, TIM-3), UL T 4Ui e BRE (1, #ARA SRR
71 55.(Immune Checkpoints, ICP) [4] [5]. PD-1 TEMRINEIEGRZEINHIVER, EE @il 5H A PD-L1
(B7-H1: CD274)#1 PD-L2 (B7-DC: CD273)%4, 4l T 42 A4 PG ANIGTE, Ieo/b =L 4 A1,
ARG B & %)% . PD-1 S5HC/k PD-L1 Al PD-L2 AHEARR, TRk U I RINSO& A, I8t 400 1) 240 ff
B SR AT R T AN, AT T ARG RS2 1R g% A 5 I L A5 2 T 1
1#[6].

FES T AR, LR T AAFAE IR S & T2 A TR, PD-L2 LART¥E PD-L2 (soluble
programmed cell death-L2, sPD-L2)jJE XAFE TAMNE ML A [7]. Bk AT FidikiE, sPD-L2 £ 3 & F & i
R IEHEEIEH, FRGMERE R RSN, M sPD-L2 AKCTAE RS T, 3 54741k
T2 JE G 8 A OC[8] . {H SLE f3& 1 sPD-L2 [k L L 55 AR I DG &R, A ML L 40

2. M55 %
2.1. HFIRIR

AT 2022 4 8 H 2 2023 4F 11 H 12 22 B BER 5 55 — B e 122 B )R S B R e 1 & T 112 1)
101 4 SLE 3% (SLE 41), HrbZtk 89 4)(89/101, 88.12%)F1 5k 12 4i(12/101, 11.88%), “F-I4E 4 42.64
+11.98 % 26 1|25 XTI 515 4 (Rheumatoid Arthritis, RA) 3 (RA 4H), Hirh %k 23 151(23/26, 88.46%)
A 3 1(3/26, 11.54%), “T-¥J4EHS 54.38 + 7.77 %5 LUK RIS B B2 56 — Bt 2 B A4 v 0o id
17K 32 4418 A (healthy controls, HC)4H, H.rh 5314 3 441(3/32, 9.37%), Zcit: 29 4(29/32, 90.62%),
PR 39.84 £8.51 & U SN AMHE, ZR TGRS (P >0.05), Wk 1. AFAL
PRPfe B B d imid, HATHA BEAE R .

Table 1. General information of SLE, RA, and HC
% 1.SLE. RA. HC ={H—fR&HR

n Fi12(nin) FER(X s, %)
SLE 101 12/89 42.64 +11.98
RA 26 3/23 54.38 £ 7.77
HC 32 3/29 39.84 £ 8.51

2.2. MNHERRFRE

2.2.1. ANFRE

ZRE T, P SLE BE R4 55 B XIS 2443 (American College of Rheumatology, ACR) 1997 4E1&
V5 Sbr e LRI ATE 2RI RO 22 56 — Bt I R e A4AS O g AT AR S 1) 32 A4 fi e N, FLAR e A1)
5 SLE BEAITES, HAHRR B 5 i s S S 5K s
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ZRET, RA ZWHRIESIR 1987 4E K 2010 4F 2 [F RG22 56 A IR U0 X 55 5% B3 (European
League Against Rheumatism, EULAR)#EZEIIZibRifE, BRI R LA KT 6 kbl b, wB#EF2 I K

2.2.2. HEB&ER)

1) &I RO MBI . EREmR ST B T RE AR 450 s i B (B 4h SLE B9 A & 51 );

2) S IFELE R I

3) &I HAdLE 25 4405 (I ANCA AR 4 . LA . 19GA AMHSEMEBIR . R G MERIALAESE) (1)
e

4) HIFRRY B,

2.3. FELRUBFSHH
SPD-L2 [ ELISA XA & T L iEBF R AE MR A R A 7 o
2.4. ARAE

241, —fRFERIER

WEEENOZELR, WIRTTRSE, Qs Fid. Ml BRIk, ks, 1125, WiE. &5,
PREE ., JERRZOR . BIFRE IRREER; SCIRE AL R MEH, JREM, 24 /DEREHEE, SLE M
KPR PriEPiik(anti-nuclear antibody, ANA). i/ MA$iAE(anti-nucleosome antibody, AnuA). X%
DNA Fii £ (anti-dsDNA Ab). it SSA Hifk(Hi SSA). it SSB $i & (Ht SSB). $i Smith Hif4 (anti-Smith antibody,
Smith). i AR LA (anti-cardiolipinantibody, ACL), 4Bk (1 (immunoglobulin, 1g) G+ 1gM, IgA, #h
1R %43 3 (complementcomponent 3, C3), #MA&RL4r 4 (complementcomponent4, C4), C Jx )34 H(C-reactive
protein, CRP), L4174 (erythrocyte sedimentation rate, ESR), 7 /4 %4 % /i (Alanine amino transferase,
ALT). #EHZ M (Aspartate amino transferase, AST). it i)' /NBR i€ ik % (estimated glomerular filtration
rate, EGFR). i@/ 0o s K45 3, DL A RH# B 2000 4 SLE #9751 & (systemic lupus erythematosus disease
activity index 2000, SLEDAI-2K)i¥-{f SLE & # 5 i5 3 -

2.4.2. FRAULEE

1) AR EEE KA SLE 41, RA 21 NC 4523 & 10 ml 41& i, R ifn g 52 3838 252 8 /i L |,
SR EBA A 22 A5 ) IE PP e ik o

2) RAEJGE ST ZITEARIE 25 0O HL(L3-5K RE 2 0 HL) By, 25F: 10°C, 3000 r/min, 10 43k,
WA EUMIE & EP &b, R4, PER. 5 IHEEN-80CUkAH &

2.5. BB EWMER T EEEKM sPD-L2 7kF

K FH BB 4 22 W B (enzyme linked immunosorbent assay, ELISA)™ k& a7 2 71 (45 7E 1t B Ad F
ELISA 55 &, W& Mg sPD-L2 REKT. RNZESFRE/NT 10%, HRiEZE R RE/NT 15%.

251 SERRIE

BT &R WA 20 e ik Rk S BE W R kB8 o AE TSR AN sPD-L2 Sl SRR AL, KK
IMABRA, FRAERE R, MANEY TR T IR EY RN, i & RS I HRP ARic 6l 4t
e, SR H RIS . HIKY TMB R, TMB 7Eid A I ML TR &, FHERR IR H
THEAL R AT B PR AR B 1 sPD-L2 2 IEAHDG . FBEFRXTE 450 nm KR e ok B
(OD fH), THHFEMIKE.
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25.2. WNENEREIE
1) FAPEAT 20 2350 MUKAE P BRI, P A R .
2) PRGN E T IR T KA, BRREINE RIS, Frdb i oe 2R E IR B EER. m
¥ 20 ml HR e P T R A/K 3025 B8 1 /KR PR T L A 400 mil T AR MR B PRI, R F SE iRl 4°C VKA .
3) 20x P M R RE . ZE TRk 3% 1:20 FRe, BV 1 4 20x e g2 19 4y Z& 187K

253 SLRSE
1) MERPAT 60 min 5 R ES I Frfa ik, RIS B 3885 3 %nl 4°C.
2) WEARMESFLFEEARSTL, Ant S LS DA [FR BE b v i 50 pl.
3) FEARSLHMASFNFEA 50 uLs FEFLAM. R T EMBRES, MR G g T 2

EHRE o
4) FEUMANEMRFRCHUAR 50 L, FEAROBEEAE RN AL, 37 CoKA BB IRARIR & 30 min; FriE
L= AAA !

5) s, WOKAWRGE, TERAFLRENGTR (350 ub), &8 1%, il 7ERK4R
W, SREEE DR 5 (AT AR LIE V) -

6) FEREANARAESLAIAE A FL I 100 pL B L B (HRP)FRC BT, 2 BT S B AL
78 37°C/KBEE IR AR 9% & 30 min.

7) FEWE, FWKAR T, RN FLIEAYER(350 pl), BFE 1080, s, oK gR
T, Witk E . EE VIR 5 (AT U BEARALEER) -

8) FALIMIANJEY A, B % 50 uL, 37°C#EHFE 15 min.

9) LN 50 uL 21k, #F48E 15 4380, 7E 450 nm A& Tl = &L OD 1H.

10) Z:iilbrAEfhZ: 76 Excel TAERF, DIFRHESIREEVERALER, XA OD (HAEH AR, 22t bRtk
SRES A A E N1 o £ ES i o i R = N (£

2.6. GiitFAE

KH] SPSS27.0 Geit A AT Geit 70 dir, FF & IEAR A MTHR FORME - B br i 22 (X £9)FRoR, A
P& AR IEA A T B ZORNU A A7 B (U 407 TR BE) [M (P25, P75)136 7% s — 41 1A) 2 St oA R 22 90
0 W LUK H LSD-t A 56 s 756 IR 43 A7 1132 R FH Pearson 2 73 T AH G, AFF6K H Spearman’s
RO AR fii ] GraphPadPrism9 #E47 B F 4241 BT P B AR LS, /N T 0.05 gl N B A St
3. ZRESH
3.1 —fREER

# 2 5T 101 5] SLE SBF HIIGPRILLRASAE, SLE 4ER T80 42.64 + 11.97 &, Hr 4k 89
(88.12%), 26 1] RA 4 V#4414 H 54.380 £ 7.77 &, Hr 2otk 23 1411(88.46%); LA K 32 4 HC 4 V34471
N 39.84+851 %, itk 29 51(90.62%); = 4H 2 [RIAERA A ) HAHUG AL o

SLE &3 P9 FE ok 108 (1~360) H , [Af 7} SLEDAI-2K 44 10.11, Hrr, 50 51(50/101, 49.5%)
P RREEESZ B, 37 51(27/101, 36.63%)FEAENEZ R, 44 14(44/101, 43.56%)EANLAE#EZ R, 24
141(24/101, 23.76%) LA M5 2, 36 41(36/101, 35.64%)tEA JME %, 6 41(6/101, 5.94%)tE4 B miE=% &,
25 {51(25/101, 24.75%)FEAT CoEREIR 32 B, 13 1(13/101, 12.87%)FEA K, 12 51(12/101, 11.88%)FEA IfiL
/NI, 18 151(18/101, 17.82%) FHA4 4 sk b 54 f4il(54/101, 53.47%) H II47T dsSDNA 34 =, 51 41)(51/101,
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50.50%) tH I AMAS IILAE , 42 141](42/101, 41.58%) HiBLHT i K22, 3 51(3/101, 2.97%) H UK 5t , 7 151(7/101,
6.93%) HH LA 2, 22 1511(22/101, 21.78%) H LR %5 , 23 4511(36/101, 77%)HBlCrEL %, 12 41(12/101, 11.88%)
HILIkIR, 32 11(32/101, 31.68%)HINEHIR, 32 #1(32/101, 31.68%)HILMLIK, 11 #1(11/101, 10.89%)
HIULA, 40 141(40/101, 30.96%) I %, 37 4(37/101, 36.63%) Itz ik & s

Table 2. Clinical and laboratory characteristics of SLE patients
F= 2. SLE BEAIGAK R LI EFHE

SLE (n=101)
P 43 (%)
B 89 88.12
FER(F, Xt5) 42.64 +11.97
JRFE[H, M (P25, P75)] 108 (36, 213)
K PRAEIR 2 SE %6 = S A7 B i SLE HE 4 (%)
BRI 2 50 49.50
HEZ R 37 36.63
LA B 8% 32 3R 44 43.56
M= R 24 23.76
HNE R 36 35.64
B iz % 6 5.94
Do IR IR 32 22 25 24.75
R 13 12.87
LIIRAN IOl 2 12 11.88
SE ) 18 17.82
i dsDNA 1475 54 53.47
RN s ML JiE 51 50.50
Witk fez 42 41.58
it 3 2.97
Jii 7 6.93
JHfg i ¢ 22 21.78
ODER 23 22.77
ik bR 12 11.88
EAKR 32 31.68
i pR 32 31.68
WL 11 10.89
KR 40 39.60
Jiti 5 ik v s 37 36.63
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S
ANA 89 88.12
Anti-dsDNA 59 58.42
Anti-Nucleos 26 25.74
Anti-Histone 33 32.67
Anti-CENPB 13 12.87
Anti-Sm 31 30.69
Anti-PO 25 24.75
Anti-SSA52 41 40.59
Anti-SSA60 59 58.42
Anti-SSB 16 15.84
Anti-U1snRNP 37 36.63

3.2. SLE A sPD-L2 FRiAKFHS

FLE i T R 2H f RA ZHAM A IiE H sPD-L2 till/K~F, Seit2etaiess A, SLE &34 sPD-L2
SFH47K°F 28.04 + 3.68 pg/mL, % RA X HEZL(K) 23.07 + 3.39 pg/mL 2 HC X H&4H ) 17.59 + 2.07 pg/mL X}
Eb 2 # THE (P < 0.0001), W% 3, 41,

Table 3. Comparison of clinical expression levels in SLE, RA, and HC (X £S)
%2 3.SLE4H. RAH. HC ARIEKRFTIAKEIFLE(X £5)

ZH 5 5
HC (n=32) RA (n = 26) SLE (n = 101)
sPD-L2 (pg/mL) 17.59 + 2.07 23.07 +3.39 28.04 +3.68 122.515  0.000™
H: ESHTP<0.05; TP <0.01.
P<0.001
40 -
-EI 30+ X
< ° 4
g eg|0® o
ﬁ 20- Y : oo
=
% 10
o 1 1 1
SLE RA HC

Figure 1. Serum expression levels of sSPD-L2 in SLE, RA group and healthy control group were detected by ELISA
1. ELISA JZ#&M SLE, RA4H, fZERXTER4E sPD-L2 By EFRIAKF
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3.3.sPD-L.2 RIAKFES SLE HIRAERNE KX mARIERAEXES TSR

G4 R LR, sPD-L2 548 (r = 0.296, P = 0.003). JHFE(r =—0.245, P = 0.014). SLEDAI-2K (r
=0.023, P =0.026). CRP (r=0.211, P = 0.036) £ It 3% IEAH XK R, 15 eGFR (r = —0.360, P = 0.002)
SIMB AR K R, W4, K5

Table 4. Correlation between sPD-L2 and disease activity and related clinical indicators

5% 4. sSPD-L2 S5&RATNE KA X IGRIEIRAHE X

SPD-L2
t P
PRI (Z2) 0.876 0.383
B PRI AZ B 0.920 0.360
B2 2 0.383 0.703
LR 552 2 0.784 0.218
MK RG% R 0.324 0.747
FME 5 2.194" 0.015
WERAZ R -0.548 0.585
B i % 0.933 0.353
O EIFIR 52 B 1.511 0.067
A -1.584 0.116
R 0.730 0.234
IR I3 -0.444 0.329
148 ek /b -0.026 0.979
i dSDNA 9 & 2.149 0.034
ERAMA (fL5E 1.986" 0.050
B 1.490 0.139
Fh 55 -1.197 0.117
Jii & 0.420 0.777
i i 55 2.563" 0.012
O 5 0.393 0.695
ik JR 2.778" 0.007
HER 1.152 0.252
IiNZ 1.779 0.078
WL 0.911 0.364
KR 0.659 0.511

H: BN tREP <0.05, TP <0.01; B AITALN RN IR A . Ok
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Table 5. Correlation between sPD-L2 and related clinical indicators

3 5. sPD-L2 SHXIERIEFREIE XM

sPD-L2

r P
() 0.296" 0.003
PWirE(H) —0.245" 0.014
SLEDAI-2K 0.223" 0.026
SEY N -0.029 0.777
SRR adiiliNE R 0.070 0.491
W AH M E 23 b 0.031 0.758
AR IRA e -0.14 0.164
MmeasEA -0.132 0.192
AR = -0.146 0.147
BN R 0.031 0.764
JREH 24H -0.088 0.457
PRIVUIEF 24H 0.08 0.500
SRR 24H 0.088 0.460
JREK 0.095 0.349
JULEF 0.184 0.068
JRIR 0.160 0.112
fh LI /N BRI -0.306" 0.002
ESR 0.173 0.085
CRP 0.211" 0.036
TIEFREAD G 0.213 0.058
RIEFRED A 0.035 0.758
GIEIREA M 0.002 0.989
IgE 0.218 0.103
C3 -0.099 0.328
c4 0.020 0.850
dsDNA 0.008 0.938
Nucleos 0.117 0.325
Sm 0.017 0.874
CENPB -0.159 0.169
PO 0.027 0.822
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Bk
SSA52 —-0.017 0.879
SSA60 0.009 0.937
SSB 0.113 0.316
AMAM2 0.071 0.564
PCNA 0.158 0.192
U1lsnRNP 0.051 0.653
dsDNA & & —0.006 0.958

: "P<0.05, “P<0.01; ¥y Spearman’s #5404t .
4. 7ig

AHFFERI, SLE £ A Bl IIE + 1) sPD-L2 /K- TR a4, 7R T RA B . SLE &—Ff
H & i, HRMHLHIMAERE, FHA 28 E0EH, FERINZT). HERas. S5,
g, mEEAHREGZRERE. BiHEEER, REEDRIIER AR RN 30~50 /10 JTAZ
], ZMERIRFRL BN 1165, FRE MR R R G, A FERR ) Ap WA AR, & TR
MAEE, 24 3.7~127/10 /i N[1]. B—TJ51H, RA J&—Fl LI & AHRAE 14 B v 1 B Sl i
P B R R E Z BRI, 5 R EIVIEARFRZ, 12082 0T 50 & 45 ML tE[9]: M) o
RANBVER 4 6%, FEGTATHEFRER, RA MEHRLN 0.42%, 11RKSEFE 51 B%K R L40N
0.5%~1.0% [10]. FEFRATARBIBE LA, Fib TR ER, AR SLE A1 RA 3 4R 5 A S UL,
LG EF.

[FES, 7EH SR rEpmd, Xia 5 AN KI 19G4 AHICB 38 A ML 2K H sPD-L2 [13RIE /KP4
w1, H sPD-1 [7KF5 19G4 FH IR MG s 2 1EADE[11]. Koichi 5 N KIL, RGP0 SE 5 41
M) sPD-1 #1 sPD-L2 Fti1, HGAFEAFE R e e dloe, AL IR, RGeS, T
A PR 7 d e T AR B A AR TR P [R) U5 ELAE A = AR i, b i PD-L2 R AR FH[8], SR, At
FEAUERH sPD-L1 ARG, 1X 0] e A2 A E AT P A2 77 AN ], B4 & 88 L 28 7= 4 sPD-L1, Tfii sSPD-L2
Feil I IR R B A, B S ARG TR, Stk 2 ks S, B PD-L1 M
PD-L2 5/ PD-1 454 [7] [12]. $27IiE H sPD-1. sPD-L1 Al sPD-L2 [ iE/K V- H 5 %% T 1)
1L SR NP AR

ERFW—IU 5, Kiraly 3833 ELISA JiiEfaill 17 21 ZEDRABORIE S . 18 LS 3R
W 13 ARG L BEIRIE AT 20 44 R0 R (1) 175 sPD-1 Al sPD-L1 /K, &5 R AKILAR S ML
BEARIE H 35 1) sPD-1 /KT BH &6 i T et BB 3%, 1T sPD-LL ZKSF %A 2 5 [13]. {H Yan S5 NG T R4t
P BEARIE HB 35 A1 LG H sPD-1 Fll sPD-LL [RIAK, KILG AL, sPD-1 Al sPD-L1 )
FILACETHE, AR T HAE A B AN R Bl & R B AN R I 285 SR [14], EX TR FiH, AT
W7 A 101 AAERE K112 REM ARG S MG+ sPD-L2 RIAKY, 4RER, 5 RA 4HH
e FEXT B L, RGETELLPERIE B i b sPD-L2 I RIAKTFThaE, HAYS %25, Hirahara 5T
ARG PURIE B 5 1 sPD-L2 FiA/KF5 SLEDAI-2K 4343, X S5EATHIAE R —8[15]. 3k
—B R BL, sPD-L2 H4ERY. AR, JIEA . SLEDAI-2K. #T dsDNA Jh . fRAMAIMAE . Hii 5 4 Fl
e PRAFAE IEAR S, 76 BT 7T 2 B R W e 408, SLE MR TGS 45 CRP JH, {H CRP FHEl i
GG, AT EE I HRR GG, A SLEDAI-2K VP40 /2 Pl SLE P2 7% 2 (1) B 22
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JAZRFE, I

WA, DL EWFFERBIMIE ) sPD-L2 RIA/K-F T ReA B T RS ELLBERIE 2 Wr, sPD-L2 W] HE 2 Filill
RGN PRI TGS T AR A

A FAFAEA BRI 55, AW T A M5 sPD-L2 f3RIE/KF, kA RNE
MIFEAN AR H 1R IE K, R & B 2 PD-1/PD-Ls @B 7E SLE KA I/EH : JLI, T AHF
TR TR GOPORNAE B ARLO BT ST, TEIEE sPD-L2 £/ R Al (83 i B35 K1 A2 2R Al
o B AU ARG INNG T AT S sPD-L2 /K-F 10384k, R FR 20— B e e Fiok it — B4R
VAT XS LS sPD-L2 7K HIFEN o AL, AT FE R0 5 RR KA 7 I8 1 5 KA SR ANIT & 22 At A
FURTFURAESE »

5. &g

SLE HF Mg sPD-L2 Fik/KFIE 5T RA @R ARE, Hr, sPD-L2 Fik/K¥EHhn5 SLE ()
PTG SRR R IEAH G, 27 SLE B H b sPD-L2 TTRER N IG R B T3Pk SLE S5 {55 05 2h B (78
L M5 bR EW

&5k
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