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Abstract

Objective: To investigate the changes and significance of serum soluble cytotoxic t-cell-associated
antigen-4 (sCTLA-4) in patients with Henoch-Schonlein purpura (HSP) in acute phase. Methods: 49
children hospitalized with HSP from December 2017 to May 2018 were selected as study subjects
(HSP group), and 62 healthy children were selected as normal control group (control group). Se-
rum sCTLA-4 concentrations of children with HSP and control group were detected by
double-antibody sandwich ELISA. Results: The serum sCTLA-4 level in HSP group was (3749.5 *
804.5) pg/ml. It was significantly lower than the control group [(5101.8 + 566.7) pg/ml], and the
difference was statistically significant (P < 0.01). Serum sCTLA-4 levels in children with/without
prodrome infection were (3446.1 + 773.2) pg/ml and (4065.6 + 723.0) pg/ml (P > 0.05), respec-
tively. Serum sCTLA-4 levels in children with/without early renal damage in the HSP group were
(3801.6 % 839.7) pg/ml and (3724.3 * 799.0) pg/ml, respectively. Serum sCTLA-4 levels of HSP
children with/without gastrointestinal symptoms in the acute phase were (3927.8 + 242.3) pg/ml
and (3670.9 £ 126.9) pg/ml (P > 0.05), respectively, and there was no statistically significant dif-
ference between each group (all P > 0.05). There was no significant correlation between serum
SCTLA-4 levels and immunoglobulin IgA, IgG, IgM, IgE levels in HSP group (r = -0.172 - 0.187, all P >
0.05). Conclusion: Serum sCTLA-4 level in children with HSP in acute phase is reduced, and T cell
inhibition signal is insufficient, suggesting that sCTLA-4 may play a certain role in the pathogene-
sis of HSP in children.
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H K. #0828 (Henoch-Schonlein Purpura, HSP) 88 ) L& P34 iy vl v Pk 40 e 55 ¢ T40 i AE < hi R
-4 (SCTLA-4) FI7K PRI KB X T7HE: %%F2017412 5 £2018485 A HARMEB 16T FTHSP & ) L49B
AR (HSPA), 624aM@F)LEANIEEXNBATRA), NPT VERTEE S K FHAL (ELISA )R
HSPE )L AIxt R4 ) L2 M7 sCTLA-4FIIRE . &5 : HSPA BB ) L S M L% sCTLA-47K 4 (3749.5 + 804.5)
pg/ml; FEAKFXIHR41[(5101.8 + 566.7) pg/ml], EFHEEZRITERN(P<0.01). H/LRTIERLLK
HSP & )| L7 sCTLA-47K 43 5)5(3446.1 + 773.2) pg/mlfll (4065.6 + 723.0) pg/ml (P> 0.05), B /T
B SR E R HSPA B LI IE sCTLA-47K 43 %)5(3801.6 + 839.7) pg/mlf(3724.3 + 799.0) pg/ml,

DM /REAGERER FHSP B ) LB sCTLA-47K- 4 H18(3927.8 + 242.3) pg/mlfi(3670.9 + 126.9)
pg/ml (P > 0.05), RA[AZERFHTLEHEE (P > 0.05). HSPAH S )L AHHAIEsCTLA-4K 545
FREHIgA. IgG. IgM. IgE/KFRIBTEH EMHM:(r=-0.172~0.187, P¥ >0.05). £&: HSPE/LEH:
B I 7 sCTLA- 47K PR, TAEHINHIE SRR, #RsCTLA-47E JLEHSP I ZMHLH H ] e RIFE— 2 /EM .
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1. 5]

T B 58 (Henoch-Schonlein Purpura, HSP), &)L B9 UL 0O —Fh R GV S 2 00, IRPR 32
BRI AR MR IT D VE R S8, B AR IR (R S R B AR PR & o Homi R B R Ll e
A W A TE AP o BRAT ARG R BIRAT s 2 W88 i IR b 5 HSP R A oK o SRIGH FL 7R e/ HSP )L
= ) S RGN R - B R T BRI s ZEWI(CIC) S 5 H kom, (HIR G T 805 9% D) Re & LML EIMT
ANERE1]. BATAA, HSP FESAHE . WEE. B 2905 &M i SR %% Th e 2 6LA 9%,
WA TN HSP &L N AELE T bk A0 B AR DG S % K00 2] 4BM0 51 T WA MARCHUE 4 (Cy-
totoxic T lymphocyte-associated antigen 4, CTLA-4)J& B7 73T X%, AMkEAIBRE 1 —M 5 %% E 51k
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A RIMECAA S 401, PR CD152, B J& T L Bk i 5 2 - CTLA-4 5352 30 1) CD4+ CD8+T
MR B kA RIAR), EidE CD28 se4+t 5 hi i iE 2 4l (Antigen Presenting Cell, APCs)# [
1 B7 s F4id, MvEE T AREE 5. 55 T 400052 . sCTLA-4 & CTLA-4 HrEE, 5
YR CTLA-4 —FF, Bt 5 CD28 a4 4h & APCs KIfi i B7 701, THILHBE TigF kT
T 40MIfEL . CABFARER, sCTLA-4 52 GBEARmAEI, 1 H 5 gt FARIRER 3] Kotk
IPORIE[4]. B BUR[514%. 459 )L3E HSP i CTLA-4 KFAS Ak (SRR PR D o« ASHIF 70 SR F UL
& Loy I e P2 T PR B (BELISA) J5 v:5%F HSP 58 L 2 % sCTLA-4 AP AT R, 5 7EM % HSP &
JLILIE sCTLA-4 /K FAS A Hs i, DLFH CTLA-4 78 )L HSP [ &R ALH] o A7 .

2. WRE57HE
2.1. MEMR

1) HSP 4H: 2017 4F 12 H % 2018 4F 5 A MARMEREIRIT I HSP &L 49 FIE AN R, HdrZ 26
i, 523 %, FEEN(7.80 ¥ £2.90)%, A HSP H)LMIFFE 2012 4 10 H HAEES S LRy & G
A ) L3 M SRR UE 12 9E @ P ) HSP 2 BibRitE[6]. SR B %4 LR 4> 2 B I 4
il ) LB SR E ' 28 2 TR IR IE TR B TP 0 S0 B R RS bR e[ 7] ARHE B LS E ARG R 5 4 i N R
WA T A B F AN R EA, A S 16 #1: 55 5 41, 22 11 41, 8 9(8.94 +£2.29)
%, TEWEM3IHE: B 176, o166, FEER8.94 £ 2.3)% . WRIEE S ERA L VR o
A s/ AN R, BOR(EH ML, S CT AMESSMNIIEEIR, 7 8. TLHIIEERA.
BIEIL 1S 1, HAd B 760, L8l PEFER 820 % £3.1 % LiHLEEIRALEIL 34 ], Hd 5 16
i, 2z 18 4, ~FIJERS 7.62 & +£2.83 % . ARABHIHTOTREMIBE /0 0 H . JCRTIREGL A . BT 25 ],
5 9B, Zole ], FINERE 7.84 % £2.85 % AT )L 24 B, Hrh 5 14 61, L1061, P
BIFERS 775 % £ 3.0 5. FTE LR ILAT 4 JA 3R AE FARATHE K i gk DL A HAth () S e #0500, iy
LA B B e B i B

2) X HEZH : 5 U A TE T S KB I ) L EE AR AR RN ARG Hh O 2 A R R )L EE 62 44 A A IE R 4
Hrp 5 52 41, 2210, S N(6.87£2.76)% . M. FRHIA S HSP 2% 5 0 B # .

AW T 2R G35 S 558 i A =

2.2. AMAE

HSP ZH 8 )L 5% B2 ) L 25 2425 JE R A 3 ml, B B0 00 S RE S P AT E T 8 0FL s, W B A iE s,
RETES L 20 438 J5 WA B2 3% B T -80°C UK FE HP ARAF 17 AS o K H ELISA J5 A4S % sCTLA-4 /K-F,
R R IR AEY R E R AR AT, E B D IR ™ M 4% R S B kT .
2.3. GiitAE

ZERAEH SPSS 17.0 AT Gt 50, =R TP + Rl X £5)FoR, BRI
BCRHMALFEAR 1550, DL P<0.05 AZERA AR E L. sCTLA-4 550EERE M [gA. 1gG. IgM. IgE
Z AN 2 5 W SR FH LR AH A 2 T o

3. BR
3.1. HSP A2 MHiM’E sCTLA-4 K
HSP 4 8 ) L2 PE I 7 Fh sCTLA-4 /K7 (3749.5 + 804.5) pg/ml, 1EH % ZH }(5101.8 + 566.7) pg/ml,
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HSP A BT R4, Z5AEBEMEG %R L (r=8.722, P <0.01).
3.2. B/FAIRRFE HSP B)LEME sCTLA-4 FTiXkKFELE:

TR HSP &) L2 A IE sCTLA-4 /KF-N(3446.1 £ 773.2) pg/ml, JCATHRE G2 HSP &)L
% sCTLA-4 /KT (4065.6 + 723.0) pg/ml, P& ZIAIZR LG IHFE (P > 0.05). 50
sCTLA-4 7K1 i F#AK

3.3. B/ BIRE HSP B)LIFE sCTLA-4 7K FERYEL B

BRI EIRE R HSP LA 2 M7 sCTLA-4 /KFN(3801.6 + 839.7) pg/ml 1M 5 # JC 5 45 HSP
B LLAIMIE sCTLA-4 /KFH(3724.3 £ 799.0) pg/ml, & 8] 22 5 o i E P Gu it 24 8 (¢ = 0.564, P> 0.05).

3.4. B/FTEHKELER HSP 2)LME sCTLA-4 FRiXkKEHE

B ITEREIRZ HSP &) LIMLE sCTLA-4 /K H(3927.8 + 242.3) pg/ml, TEiHALEERZL HSP & LI
& sCTLA-4 7/K~F-4(3670.9 + 126.9) pg/ml, P& Z[HZ 7 TCGETH = (P > 0.05). SHHRA ELE sCTLA-4
KT ik B AT

3.5. HSP 2 )LI0E sCTLA-4 /KF 5 & G EERE QK FHE XS

Xt HSP &)L HEIAIMIE sCTLA-4 /KT 5 ik e BRE A (IgA 1gG~ 1gM Fl IgE) /K Fb AT FH M 4
Mr, 455 B R WA 8 T8 B A S E(r = —0.172~0.187, P >0.05).

4. i1ig

RSB R R e, HTRE S . WA 2SR R RIEOR R T EUN R g . A
BEDNRESH, M T R RIEN IS5 K. K, IgA S G HSP &k rl geit B S nfE
H[8]. ARZWFFTIUESE, HSP BFAFAE T Wk EL 40V 57 8 M e D 28 8L[9] [10].

CTLA-4 J& B7 43T 5k, =&tk A0 MR T i) — Rl T 7 M e 5 S IR A 7 7 11]. ‘B 5 CD28
STEEMER 10%MFEEME, s EMRAKRAE B7. ©RIETHAK T HEgRER, FFEK T
WENAE - FRIAIRTS . CD28/CTLA-4 s +E4s 4 B7, 47 —ANEFIE. Sy T RS, @
it CTLA-4 F1 CD28 fEWS a7 [0] 2 F ik, (RIFIE. S SRS 54k d . M sCTLA-4 2
CTLA-4 Wnlia s, @t fiBoEes, s T MErimit. oAEARER, sCTLA4 fEREH &
G PE R KA AT [ 12]. B AN 2 AIESS, CTLA-4 ¥ KRBt BmiAR % . CTLA-4 1E)L
BT EENG[13]. RAMELTORIE . NG 14 JIE MR 15155 2 Rl B Gt 50 10 &0 L F2 R
BHEZY5, CTLAA FEZ AL R R H 28610, 2B CTLA-4 MThee &y FRIE, FHE G %
PEPERNR . O SCERIRIE[16], CTLA-4 RN Z8VES ZFh G A BOm A B PE . RS [17] R I
PRI T 98 E# 1) 40 Il CDA+CD25+i 15 1 T 4 M2 11 1) CTLA-4 A KPR T IEH A, BB CTLA-4
PUERIE SE T ARDhae R, MMiSS 7RRIBRIT RN . HAYEE18] AT KIL, 7E SLE &
&, CTLA-4 B AR, WIReR T CTLA-4 Jylint 23k I Bod it N4l 5T, R REHERR TR
15271 Y SLE 3% CTLA-4 70 ¥ FHDIRERIZ MBS T ke us A 5¢. Oaks F5[19] &L H & et FUR
JR A 3 I3E sCTLA-4 /KFThir, FBAELLSE (2010 58 K LB AE LG /) J % i sCTLA-4 /KPR T
SR, HOE P AT . LT S 4 CTLA-4 il CD28 A 34+ 5 APCs K 1H B7 454,

FE UM G B R 4% F M ER B LR T 4R S R, B R — S0
A} HSP B F M5 sCTLA-4 /KPR L, B AMRIER L. FEAOZE[21] [22]% % CTLA-4 3K
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LA G I B R A S VEBEAT I 9T o AIFSE 1 -1722 7 A5 CC FERITY Ry C &4y Ji PRI R 955 491 4 A e HE 4H 2
gt e X, HAE N HSP & AR B IE40 3 1) )UK . 17 CTLA-4(AT)n ZEFHEEXECN 16 AT HEA
HSP &0 1) 5y IR K, B REC 15 B AT R 2ot HSP &) LA B 2 Bk Al .- Soylemezoglu 55X -+
HH 100 44 HSP BEH B TTINA, +49 ALk 22515 HSP & HSPN ¥ 0AH6 1%, {H CTLA4AG %
(A Y1 HLA-DRB1 HA7AE A] e 1X 26 5 25 R AR B P 5 e s R 35 (23] AW 78R AUtk J&.00 ELISA 77
R T 49 5] HSP &) LSS # sCTLA-4 (7K1, &I HSP &)L Mg sCTLA-4 KT F4 8
SACT B LR, A3/ JC AT SR YL [a] i3 sCTLA-4 /KPR EMEZEST, #8 HSP LAY T
Yl CTLA-4 RIEFAK, X s Rig 7t R ERAC T, ££ HSP IR MHLEI o RedmE E A . T
MRS FEERMESNSE, F—E 508 TCR 5HUEK-MHCI 4 FE AWK RS, 1E
X T HE BT A T WOV ILREE 5, @45 CD28/CTLA-4-B7 &, MRAITA M 7 —4>
BAIE. fARET T 40 2%, it CTLA-4 f1 CD28 7EI [ fI23 6] E 2 Rkik, RFE. ffEs
HFZ 54 . CTLA4 5 B7 4565, WAl T 40 GeAEAL, g8 BlismE Go/Gl
B, AN S Wik JE[24]. [FE, CTLA-4 AI{E#E T 40050 TGF-B, /> TL-2 254 lR 71503, Mt
ST T 40M 0 % . [FIIN, CTLA-4/B7 A ELAEH RIS IL-4 1774, #] CD4+T 48fdlm) Th2 K& .
Oosterwegel &5 K I, CTLA-4 #3} P EH 2 ¥ S 20 CD4+T 4ifiIa) Th2 SWAES-16[25]. Bkl L, CTLA-4
PE RSO, 75 T 40M e B e as A2 b fE e 5 2L AOME T . SR, ASHF 78 58 kHE /R HSP &L
SN sCTLA-4 /KT 5 I35 % BR 2R 11 (IgG~ IgA. IgM Al IgE) 2 (8] 175 B S A e 1 o [R5 LA
RN E T HSP &) LA SIS CTLA-4 /KPR B ZEEZE R, #78 sCTLA-4 /KA HSP 5
S B 98 R WL B A 75 B — PR
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