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CTLA-4 JEP 2 &k 45 3 S PESBY H SCPERESE

frersr ' FHAEFE W OWRES

(1. mE&T P ERILE, B B% 710003; 2. BEBRFH—WEERILE, BH ®%  710061)

[(FE] B % CTLA4 R LA S LB (HSP) BUMISetE, 3% BEHL 60 4] HSP &
ILaIae, Hrb b 33 ], £ 27 il Jh eI 30 il e L= A4 RRAL . HA JO R ERUE A HSP B LA 550
PEE R (HSPN) 41 (#=30) 1 Non-HSPN 4l (1n=30) . >R PCR-RFLP %, %f CTLA-4 3£ +49 2 —1722 7 54,
A4 IR R SN BE AR AT 0T . BB +49 55 AA L AG . GG FE DRI 25457 R AR S 1) 4 o B 26 =2 T
HSPN 21 5 Non-HSPN 4 2 [i1] . AS[ml P 1 HSP & LI] He e 22 S 3 TG 124 2 L (P>0.05) o 1722 fi £ TT,
TC . CC K& PRI K A5 A0 Bk PRUTRAE S (I 2Rk B 2 1] ASTR] 1 1) HSP sB JLIR] B 22 3 e 1243 L (P>0.05 );
CCRERR K T, C 2507 KA AE HSPN 4145 Non-HSPN 21 1] FL 5 2% 524 G278 L P<0.05 ) +49 7 15 5 - 1722
il G A ULE LIRS AR 2 AR IR 2 8] . S[Rl: 510 HSP & LR Fed 2z et L (P>0.05) ;
GG+CC JEHBIZ A 78 HSPN 215 Non-HSPN 4 W] L 22 RAGEITH#E L (P<0.05) o #5i  CTLA-4 3L +49 i/
RUOAG IEHZBMEE HSP LARTEK; —1722 s CCIEHAI R C 3L, PLK +49 (745 GG 5 -1722 {7 4 CC
ZH A SR BTy HSPN & 95 14 o DR 25 [ MELRILRIZE, 2017, 19 (3) : 296-302]
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Association between CTLA-4 gene polymorphism and Henoch-Schonlein purpura in
children
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710003, China (Huang Y-P, Email: huangyp423@126.com)

Abstract: Objective To investigate the association between CTLA-4 gene polymorphism and Henoch-Schonlein
purpura (HSP) in children. Methods  Sixty children who were diagnosed with HSP were enrolled as the case group,
consisting of 33 males and 27 females. Thirty healthy children were enrolled as the control group. The patients were
further divided into HSP nephritis (HSPN) and non-HSPN groups (n=30 each) according to the presence or absence of
nephritis. Polymerase chain reaction-restriction fragment length polymorphism was used to analyze the genotype and
allele frequencies at +49 and -1722 loci. Results AA, AG, and GG genotypes were detected at +49; neither genotype
nor allele frequencies showed significant differences between the case and control groups, between the HSPN and non-
HSPN groups, and between male and female patients (P>0.05). TT, TC, and CC genotypes were detected at -1722; neither
genotype nor allele frequencies showed significant differences between the case and control groups and between male and
female patients (P>0.05). There were significant differences in CC genotype frequency and T and C allele frequencies
between the HSPN and non-HSPN groups (P<0.05). Combinational analysis of +49 A/G and -1722 T/C showed no
significant differences in the genotype frequency between the case and control groups and between male and female
patients (P>0.05). GG-CC combination showed a significant difference between the HSPN and non-HSPN groups (P<0.05).
Conclusions CTLA-4 +49 A/G polymorphism is not associated with HSP. CC genotype and C allele of CTLA-4 -1722
and the combination of GG at +49 A/G and CC at -1722 T/C may be risk factors for HSPN.

[Chin J Contemp Pediatr, 2017, 19(3): 296-302]
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o BT R PR - &F 25 5 fiE (Henoch-
Schénlein purpura, HSP ) , J& JL 35 B HH 5% UL (19 5
GEPE LA RVES, i RS s o R i/ s 20 1
B, KRR BRIEER L S E, Hrp
S5 )™ 1Y I RAE 22—k 3R % T HH AR RN
(3% IR, FRMEREE'S K ( Henoch-Schénlein
purpura nephritis, HSPN ) . 1244 1l-, HSP i) &
L R S g A, (H 3 B IA O BB RN
FAAE T MR DG S e 25 0L

2 o B3 1 T 9k L 40 MU AH DG T -4 (eytotoxic
T lymphocyte associated antigen-4, CTLA-4) X £
CD152, JefsRE I ZIGEMOL, TERAE 1) T ik
EL 4 R Rk, HOAAO T 48 3 A e 7 1) 34
TAER, AT T 405k B, ERERLR T 40
JRURR G e -, 5T 4D CTLA-4 DhRE S 2%
SEH B RBEEPOR R KA, ALHE HSP,

AN CTLA-4 EEHA T 2933, 46 4 1400
FHI3ANEF . CTLA-4 B FAE 2 B A
ZATEMG, WX A2 5L rT s o1 i &
KM INEE, FRIG L, CTLA-4 Fik/KFsiIhfe o
AIECT AN REZEL, Rl A B e MR Y
KA. P29 CTLA-4 LR 22785 At
H SRR AOC, IR GEMELLIEIRIE (systemic
lupus erythematosus, SLE ) B B e e IR e
Ji (autoimmune thyroid diseases, AITDs ) Bk R
J95( diabetes mellitus, DM ) TEEHLTC J1( myasthenia
gravis, MG ) "' £ % M AL E ( multiple sclerosis,
MS) B 2K KU PE & T 4 (theumatoid arthritis,
RA) P14, 1fi 3T CTLA-4 3K Z 45 HSP 1Y
G, EWNAMRIBER D, ABF5EHRD T +49 {7
RO =1722 A AR 2 285 5 HSP B9 AH G,
EEPRZKE X HSP (8 A HLa AT 4R, S HA
I Rz e AR 7 4 HET A B M
1 RS
1.1 HRXK
I 2014 4F 1 H % 2015 4F 12 H 7E 79 L 58 0H
RAF AR — B BE B A B i HSP 8L 60 151 A3 1512
HSP 2 Wi & CiEma s i LRR: ) M iy is i
briE, HBRVE R DG L, B0 R, A
WE T 1> H o2 52 3 Ml B BBl aR K G i 00 i 550 45

IBIT, HERR T A Q0 i VR R SR . A AR A
LU JEAE . IR AR G B R SR
B S ak A B R, W N R, Hr
B 334, 276, FHFEBT6£27%5, %A
JC B WE 481 5 43 > HSPN £H 1 Non-HSPN £ ; HSPN
20 30 ], F-X4EHS 7.8 + 2.4 %, Non-HSPN 4H 30 14],
FIAERY 7.4 3.1 &, A A B I TEANIC SR
HmRZORE, Aadhk4 . YA, AR08 eiEAs k.
i BhR A SIRITIE O

X B AR T 7Y 28 A8 38 K 2E 5 — M R R Be T ]
SRR A B A DU L, i s iR Il HE R BE
At R . REMEA BSR4 N
ToRGL St i s, ks ke . IFEOiEE. IR
A LI S kA 5 e o R L, 2R 30 4, L
5 18 ], 2124, VIR 7.6£25%
1.2 MERARE R DNA REX

WFFEXT S8 284 12 h, K H 35 R BT ik i
2ml, ETE&A EDTA Pt rilEd, F -80C
VKA AE . SR AR RAR A YA R A A
FILH L 41 DNA $EBGAT S DNA
1.3 CTLA-4 EREZHMESH

AT gl Wik it R W, F A Primer Premier
5.0 43 it 2 XF gl Y, ZFedl at WAL A
YR A R A A . +49 07 a5 E RS Y
5'-CCACGGCTTCCTTTCTCGTA-3', Fii514) 5'-AG-
TCTCACTCACCTTTGCAG-3', FBeK/NA 329 bp;
1722 57 5 E3514): 5'-GCTTTGTCCTGTGACCAT-
AATG-3', F#514): 5'-CCTGCCTGTTTTCTATACA-
CTG-3', A BEK/INK 416 bp., PCR J VA& ZR (25 L )
Mix 12.5 pl,, F. FU#5445 1 ul, DNA 10 pL,
ddH,0 0.5 uL. PCR J2 N %% ff: 94 C il 48 %
4 min; 94°C7EM: 30s, 55CIiB Ak 30s, 72°C %
1 min, 3£30 PMEFR; 72°CA K IEf 7 min, PCR
P 1.5% SEREREGERS IR AT, B S B ™
Wia, YIRAREENYIE Bby [ (NEB AR )
HEATREVIC N, #5 +49 fi iR KA A — G RAZ,
WIRNFEAERG YA A, A AR A RAE, WP A — ) i
YN fi; #1722 i fioR R A T — C =48, NPER
FETERGUINL T, A R AGRAE , W e — AU A5
B I =28 1.5% BrRe e el vk, S840 Hl
ERE S el
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1.4 Sit=aH B -1722 A5 TT, TC. CCHEEFAPBR KL T, C %

K HH SPSS 18.0 Bt A xH B A 7 48 1124 4
B, CTLA-4 LR +49 {3 55 S —1722 {7 15 () 5L R 7Y
RN FEFITUR L E R (%) Foow, #5410
5 DRI TR A1 23R R A5 A7 5 DRI R L 35 R R T R B
Fisher BEIHERE:, P<0.05 NESFAGH¥5E X,

2 #R

21 CTLA4 EFEZEMEEKE
+49 {7 s 3 Y H 0L R BER/INR 329 bp.
Mg R A — G RAERE, A Bby 1§
YINE s, SRV I T B0 AA (PR )
AG (2 E 1) J GG (AR RY ) 55 3 Fh 5L [H Y
(B 1) 5 1722 58 3 0 B R 7 BER/ N R
416 bpo MiZAL S KA T — C RASKE, PR —A
Bbv | F U7 5, S mEYI s 5 8l T (BP A=
) TC (Z58) K CC (57810 ) 25 3 FhL A
B(E2) .,
2.2 HSP BILEASSMESHIER

A3 9B CTLA-4 +49 {7 5 AA . AG, GG FE[H
RUTR I A G SR SRR TE S (| 4 At B2 2
AT A, 2R TEGI2EE X (P>0.05) 5 4l

A7 5 DRI 22 70 5 (91 28 AN %) RZE 2 ) AT Lo e, 22
SEGEHERE L (P>0.05) o WK 1,

bp

600
500
400
300
200

100

B 1 +49 L SEEVIFHIEEIKE M N DNA Ladder, 4
VKBl AA R, 20 3. 7. 8IKIE M AG AL, 1. 5. 63Kl GG AL

bp

600
500
400

300
200

100

-1722 i = B U1 7= ¥ B ik B
Ladder, 3. 5. 6 JkiE Jy TT#L, 2. 4, 7. 8 kil b TC %, 1 ¥k
il CC A,

& 2 M 4 DNA

x1 FROIBSIEA+49 a5 1722 (LS EFB R EMERTEMILR [ (%) ]
+49 {3 15 1722 i 5,

2051 n LR Y LA LA Y LA

AA AG GG A G TT TC CC T C
XTHRZH 30 2(7) 20(67) 8(27) 24(40)  36(60) 9(30) 16(53) 5(17) 34(57) 26(43)
el 60 8(13) 33(55) 19(32) 49(40)  71(59) 19(32) 29(48) 12(20) 67(56) 53(44)
P! 0.900 1.124 0.289 0.012 0.026 0.200 0.145 0.011
P{A 0.343 0.289 0.238 0.915 0.872 0.655 0.703 0.915
OR {H 2.154 0.611 1274 1.035 1.081 0.819 1.250 0.967
95%CI 0.428~10.842 0.245~1.524 0.481~3.379  0.550~1.947  0.417~2.801 0.340~1.969 0.396~3.947  0.517~1.806

23 BEBHEMEXNHSP BILERSSMESH
Eap=A1|

WA TG B N, R 28 53 o HSPN 41
55 Non-HSPN 4, ¥ CTLA-4 +49 {if 5 AA. AG.
GG JEH ARSI R T A G LR S % /E HSPN 41
5 Non-HSPN @ [A] # 4T L #%, =5 HGeitar i X
(P>0.05) ; ¥ -1722 fii 5, TT, TC. CC A AU

FAE HSPN 2H 5 Non-HSPN £ [a] #4745, CC
PRI TR 38 A P 2 0] 22 S A e T2 L (P<0.05)
CC FEHAIR HSPN KR a2 4 -1722 fu
RUT. C A FE PRI ZEHE HSPN 4 5 Non-HSPN 41
(AT A, 2R Agit#E L (P<0.05) , C%
HIHER S HSPN Bk R E ., Wk 2.
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%2 Non-HSPN 45 HSPN 48 +49 i 5 -1722 (i S EF R R EMEEFRPLLE (6 (%) ]
+49 1V 11, —1722 i i
2151 n FEH Y SN S Y SR
AA AG GG A G TT TC €I T ©
Non-HSPN £ 30 6(20) 15(50) 9(30)  27(45) 33(55)  11(37) 17(56) 2(7) 39(65) 21(35)
HSPN 41 30 2(7) 18(60) 10(33) 22(37) 38(63) 8(27) 12(40) 10(33) 28(47) 32(53)
71 2.308 0.606 0.077 0.862 0.693 1.669 6.667 4.089
P 0.129 0.436 0.781 0.353 0.405 0.196 0.010 0.043
OR{H 0.286 1.500 1.167 0.708 0.628 0.510 7.000 0.471
95%CI 0.053~1.549 0.539~4.171 0.393~3.467 0.341~1.470  0.209~1.884 0.183~1.424 1.381~35.478  0.226~0.982

2.4 R HSP BILEEA S S HHIRMN

R 191 2 22 A 3 O R e P L. o3 A
CTLA-4 +49 {5 AA, AG, GG FEHEUFR I A
G A ALHEFIRAE B L A Z AT LS, 225300

BiitaE i L (P>0.05) 5 435 —1722 37 5 TT.
TC. CC ERBINR K T, C BRI RALAE S &
P Z [ HEAT LA, 22 RGeS (P>0.05) .
I 3.

Fz3 AREMEANA +49 im5 1722 (LR EFBREMERMEHLLE [ (%) ]
+49 1V 15, 1722 fi /5
2051 n FLR A SELEEA FERI Y e S|
AA AG GG A G TT TC cC T C
5 33 5(15) 18(55) 10(30) 28(42) 38(58) 10(30) 18(55) 5(15) 38(58) 28(42)
i@ 27 3(11) 15(56) 9(33) 21(39) 33(61) 9(33) 11(41) 7(26) 20(54) 25(46)
Pai:] 0.210 0.006 0.063 0.154 0.063 1.133 1.077 0.181
P1H 0.647 0.938 0.802 0.695 0.802 0.287 0.299 0.671
OR i 1.429 0.960 0.870 1.158 0.870 1.745 0.510 1.170
95%CI 0.309~6.608 0.346~2.669 0.292~2.590  0.556~2.410  0.292~2.590 0.634~4.884 0.141~1.841  0.567~2.414

25 +49fim5 1722 fi mAEFFT HSP 2L
ERESSMES TR

B +49 £ 55 -1722 7 AL B 5 3 e DA
+49 7 5o B I, B +49 7S AA L AG, GG 3

=N

R4 5 5 1722 457 A5 TT. TC. CC 3[R AU

SIGIFE L (P>0.05) (F£4) ; 78 HSPN 4
5 Non-HSPN ARl THLEL, S55RFRM, 24 +49 fi
R GG JERBLS —1722 i 5/ CC A B &),
LRAGH¥E X (P<0.05) (£5); EHLm
MM, 2R GRS (P>0.05) (£

TGS, FE B4l -5 X AL A7 g, 22 6) o
R4 +49 5 1722 (i ERASERBFRERGIASBAMLER [(# (%) ]
AA AG GG
25 n n n
TT TC cC TT TC cC TT TC cC

SHIBZE 2 2(100)  0(0) 00) 20 7(35) 12(60) 165 8 0(0) 4(50) 4(50)
FEHIZL 8 4(50) 4500  00) 33 13(39) 18(55) 2(6) 19 2(11) 7(36) 10(53)
Vai:! - * 0.012 0.151 <0.001 - - -
Pt 0.467 * 0.749 0.698 1.000 1.000 0.675 1.000
OR i 2.000 * 1.207 0.800 1.226 1.118 1.714 0.900
95%CI 1.000~3.999 * 0.381~3.828 0.259~2.469 0.104~14.455 0.958~1.304 0.323~9.109 0.172~4.699

e — 78R Fisher #UIMER . * AREEARE R 0, RIMGETT2E0 0. +49 (S FEHEALR AA . AG. GG; —1722 fi g JEH ALl TT,

TC. CCo
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*5 +49 R 1722 (IR EEEGEFBINZETLE HSPN A5 Non-HSPN AERILLE [ #l (%) ]
AA AG GG
21 5] n n n
TT TC CC TT TC € TT TC CC
Non-HSPN 41 6  4(67) 2(33) 0(0) 15 5(33) 10(67) 0(0) 9 2(22) 5(56) 2(22)
HSPN 41 2 00) 2(100) 00) 18 8(44) 8(44) 2(12) 10 0(0) 2(20) 3(80)
7 fi - : - - - - - -
P1{H 0.429 * 0.722 0.296 0.489 0.211 0.170 0.023
OR 1 0.333 * 0.625 2.500 1.125 0.778 5.000 0.071
95%CI 0.108~1.034 * 0.151~2.586 0.604~10.344 0.955~1.325 0.549~1.103 0.655~38.152 0.008~0.649
e - 7R H Fisher # UM * REEARGE R 0, RIMGEIT2E0 0. +49 (SFEE AR AA L AG. GGy —1722 i pi S AR TT,
TC. CC,
x6 +49Em5 1722 (LR ESASEFINEREREMEINAMNILE [#] (%) ]
AA AG GG
285 n n n
TT TC (CIC, TT TC C(C TT TC C(C,
5 5 240) 360) 00) 18 7(39) 10(56) 1(5) 10 1(10) 5(50) 4(40)
7 3 267) 133  00) 15 6(40) 8(53) 1(7) 9 1(11) 2(22) 6(67)
21 - . - = = = = -
P{a 1.000 & 1.000 1.000 1.000 1.000 0.350 0.370
OR {8 0.333 * 0.955 1.094 0.824 0.889 3.500 0.333
95%CI 0.017~6.654 * 0.235~3.878 0.276~4.330 0.047~14.389 0.047~16.661 0.473~25.901 0.051~2.177
e - RORH Fisher B VIS5 * IRFEAR I 0, RIMGETH2E M. +49 (WG IERT R AA L AG, GG —1722 fif ;S ZE R Bl TT
TC. CC,
3 itig EA RS Ve S IS SRR e LS

HSP /2 LEE R H UL RGeS e MEps
B PE 2L LR HSP A 0 G5, T8 A ez . 4
LGy B g oy T2 5, BE R CD47/CD8’
K Th1/Th2 KA SH, T AMYIRESRAL, F3
ZME D TS, B A TereTE AL, (el
IR I 2, JUHIE TeA, TeA REE A
PIOTRR T Bk . ORISR BB R 2, Bl
A A B R, R R I ASRE AR

HSP 7630 P KB & % & T AR, iR
NI R RHREAL, Bz & HA — 2 KGR 4E
PR, S b E AR, R aT U5 A .
BE % JE KO- AR BB R AR, 2T
F HSP 5EE st ok L . AILF A7
TEET 2B, BSR4 2 R W
FIE, AATTAOR A Ry 3 PR 22 25 % e BH A A4
X A T S RN 2k, AN R AR I R B
DL 2593697 SR AN Rl 25 B2 R
J R4 45, 2R A8 S BN [ R JE 10 ol 5 e 4

W &, 2 HSP B ik e I B, IR R
AR B 388 12 5 S AT BE -5 08 14 s PR 3R 78 22 (] 77
HREMER, B SRS HSP MM 25 A
B, A58 HSP R HLE, T fips
B 36 R Jh Ee e, s BRVE SR, BB, JfT
SRIRTT T RE B T8 %

CTLA-4 +49 {3 2528 [ B e B vh ik ot i
Z— L, ERAMIFE R, SR G Bl
CTLA-4 W ANM & 07 5, e Hohfg,
I FE CTLA-4 [ TCREFAL , fEmHsrF3aak M
e 7NN, +49 (5 A/G 2351 SLEY
GDP D) Je RA™ &5 4 B Sl M A e AE G, —
FEFRFE L8N B HR AU . Wang 45 1 X v
PG HB 110 44 )L HSP 95NN, +49 {5 GG
FERH K G SR R FIAN & HSP (1) 5 B LA, H]
4 i HSPN B & i AU, Soylemezoglu 55 B35 4
HH: 100 44 HSP HULIYHFTEIN A +49 {7 S HE N £
M5 HSP I HSPN Yo e, ABFFE 45 5
N, +49 7 5 AAL AG, GG REH RIS R K A, G
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SRR BRSSP 41 AP IR E RS2 RIS A S HSP MR Ak, 14 HSP 41

= X, 7E HSPN 45 Non-HSPN 4 8] 22 3 7R G40 11
SR, FH 449 1 A/G BRI L2845 HSP Al
HSPN ANEEAEAENE, 5 Soylemezoglu 25 ' %) + H-
HHSP BILI T 25 A —3, 5 Wang % "5t
I PR HSP BULI gl A s, X Fh 2 5 5
HAREAN T . (1) FEARREMEEL D, FHEELR
SR, ARSI IR AS A TR ST IR S
(2) +49 v 51 G 7 FE K 2 A1 AT RE A M IX 22
5, EHIEL R EPONA LESEE G AR RN
B, MiPEPEEBXILEE R ERE, ML
WX | 2R . £ EFRE—E BT UESE . Ohl 4 1
X JE B 4 A AR R L B AT s, +49 47 45
GG FHER Y Ko G AR LR 5 LB T M A8 B AH G
AIHED, +49 75 A/G FE L5 1En] V0 J5 & 1
B T/ IN A8 R SN 8 A, (HASBIF ST 3 7R A 6
X 4k 1 HSPN JE T 25 5L, Fh e il Ao i
DRl 22 25 VAR S J 1 VB 5 4k & Pk HSPN (2%
YRR AR EPEE NI FEER T HSPN, i ufs s
JH B A DGR B R RS B R, BT R & B
+49 A7 15 FE R 2 28 5 I PRI () AH G HERIFAE
O T I A7 i, R R 2 25 M 15 R A A R A
Ak & B A S R0 FE bR, 8RRt — 2R
Vo ARWFFOKS HSP 43 BT o )2 5 iE— 2543 #
e B +49 o7 a5 45 I R AU Ko S 35 RS R AE 5 L
HHEF TG AR X, W HSP BILB L=z
(] +49 {37 557, 35k R 750 % S5 A7 S PRI % 43 A SEASAH ] o

CTLA-4 J£ R -1722 {3 1502 55 Ah— A~ i i 28
AL, EAME A, -1722 7 S EE RN LS
7 SLEM™! K MG (1) 5 JFE IR, 1 56T A7 1 3 A
Z 515 HSP B9fF5Y, ENAMR WAHCHE, )
AWESE N UOK HSP 5 —1722T/C # [ £ 251k ik
TSP, S5 R ER, —1722 {7 5 CC FE [ A
Ko C 45 A7 3L R E HSPN £l 5 Non-HSPN 4 [8] Fb 4%
ZRAGFRE L, U CC IR K ¢ FE R
55 HSPN [ & AH G, FIHG N HSP & L&A B Ik
PUE MRS, TR, FTRESE AL S T — C
AT CTLA-4 f4>F 335, HHSXT T 408 a4
WA RS, T A R s s A, SR o
TS H, NE T IR E I 1722 57 55,
TT. TC. CC I T, C & FHTE HSP 415
X REZH ] 22 S o ge it 2e 3 3, U] 1722 55 T/

Fe RN 2GR, 1722 57 mi A SRR S A5
B TE R LA B 2= R g L, 3
] HSP ST e 2 18] —1722 vy L PR AR % 25 v 3
PR A FEA AR . R T I EE N 25
HSP J HSPN (AR S i 5 IR e A sk — 28
WFIEUESE

AW TR +49 137 525 L K B 5 —1722 3 i 4%
SER B PEAT G 0 B, B +49 17 5 GG JE P Y
F 1722 fi 45 CC HE R B 4 )5, /£ HSPN 41 5
Non-HSPN 21 8] 822 5 Geit=7 18 3, Uil +49
B GG J 1722 i 5 CC 44 JE A 5 HSPN 1)
RIEASG, HA5 85— BE AL, n ]
I HSPN &9 AU, AT g A& 2 45 B R A% CTLA-4
(235 M D BE S SR I E . B Pz e At
PIRIEH5 JS o0, R KBS HSP J2 HSPN HYAR M o
WG e REA B D, SO/ oA 1 2520 #r
UESE,

25 BATIR, CTLA-4 A LR S e i 1Y
—ANEEI T, HAERZ 1S HSP A 5 B VI
KA, —1722 (i CC BB Ko C 8557 B R a] 14 m
HSP %A= B A 35 i AU o B AR LR HIL R v AN
REWIA, {H CTLA-4 JEPH 225X HSP 1 5 8k |
U FIWRNGR A & AR

(& % X #]
[11  Yang YH, Yu HH, Chiang BL. The diagnosis and classification
of Henoch-Schénlein purpura: an updated review[J]. Autoimmun
Rev, 2014, 13(4-5): 355-358.
Gardner D, Jeffery LE, Sansom DM. Understanding the
CD28/CTLA-4 (CD152) pathway and its implications for
costimulatory blockade[J]. Am J Transplant, 2014, 14(9): 1985-
1991.
Auchincloss H, Turka LA. CTLA-4: not all costimulation is
stimulatory[J]. J Immunol, 2011, 187(7): 3457-3458.
JEH, MR L SLE B CTLA-4 JE P 2 505 ANA L 4t
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