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R 25 iR T xE L RGE R m . ik IS B (ELISA) kil Hovh 96 ] SLE [ 2% K 74 £ 1IE# A I3 sHLA - G K,
A EiEsE =R B (PCR) il HLA - G 14bp i A/BUR 28 M5, i1 5% SLE %2355 1 2l P48 40 (SLEDAT) FI 25 9136 97 15 0L, afF’\
BT 22850 6 1E 2GR IT % sHLA — G FRiBMWEIH . SR MK sHLA - G K7€ SLE [ 352 230.2 £192.2U/ml, g 3 &
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(P=0.027) , G i PR & R G2 B (P =0.007) . #E Ayl IJ&%M“E#KH*E%{ SFFE IS sHLA — G 7K V-3 5
IEH SLE FH MR LG iT2= 2257 (P >0.05), 45i SLE B # MK sHLA - G /K P38 &, i B 5 SLE J% 1% B 8 i h 22 ?\%x
Bk 4878 sHLA - G 7% SLE R # i B p e R I E AR .
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Expression of Plasma Soluble HLA - G and Factors Involving Influencing its Expression Levels in Patients with Systemic Lupus Erythemato-
sus. Wu Fengxia, Wu Lijun, Luo Xiongyan, Yang Minghui, Liu Ningtao, Kuer Banjiang, Xie Chuangmei, Song Xiaoyun, Tang Zhong,
Zhang Guoyuan, Zhou Jingguo, Zhao yan, Zeng Xiaofeng, Yuan Guohua. Institute of Rheumatology and Immunology ,Affiliated Hospital
of North Sichuan Medical College ,Sichuan 637000, China

Abstract Objective To determine plasma soluble HLA — G (sHLA — G) levels in patients with systemic lupus erythematosus
(SLE), and to analyze factors involving influencing its expression levels. Methods Plasma samples were collected from 96 SLE patients
and 74 healthy controls, and soluble HLA — G (sHLA - G) levels were determined by enzyme — linked immunosorbent assay. Polymerase
chain reaction (PCR) was performed to detect the genotypes of HLA — G 14bp ins/del polymorphism. Individual clinical information, in-
cluding drug therapy, was collected in detail from SLE patients, and the disease activity was assessed by the disease activity index for lu-
pus patients (SLEDAT). Results Plasma concentration of sHLA — G was significantly higher in SLE patients than that in healthy controls
[(211.8 £182.5)U/ml vs (118.3 £38.1)U/ml, P =0.0001). No significant difference was found in HLA - G 14bp ins/del allelic
frequencies and genotype distributions between SLE patients with increased sHLA — G level and patients with normal sHLA - G level (P >
0.05). However, the patients with increased levels of sHLA — G had higher incidence of central nervous system involvement ( P =0.007)
and more severe disease activity (P =0.027) in comparison with patients with normal plasma sHLA - G levels. Finally, the expression of
plasma sHLA — G was not influenced by the treatment with glucocorticoids, immunosuppressive agents or antimalarials. Conclusion The
increased production of sHLA — G indicates that sHLA — G may play an important role in the pathogenesis of SLE. The expression of sHLA
— G may be associated with disease activity and severity of lupus patients, but be independence of HLA — G 14bp ins/del polymorphism
and drug treatment.
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1. BFSEXT 4 :2007 4 12 H ~2009 48 2 H 76 )1 612 2 Bk
PR E I KO R E B RE TR E B #i2 h SLE [
O 96 il Horh B R 8 B, Lotk A 88 i, A I 36.1 =
13.9 % i LA ~25 4 R L AR BT BT A
1997 4F 3 [ XU 2 23 15 3T B9 SLE 12 Wb e 1E 20 i 4
JIF A ER I PR R, L 3 R R AE S 0 R R A LA
WATHT 1A A A5G 7 5 0 . e BRSO (4 ] 4R 38 1 )7
TR B 15 395 0 (SLEDAL) BUSY . [l INf 36 % 74 {9 4F iy
It 90 DC £ it S 46 25 2 o o L
2. M3 sHLA — G R - 43 S4B b 3 8 B 0o B 2 23 1
ik i 2ml, FIF % B %, 2500r/min & 0 10min, [fiL % T
—30CHRAF & % SHLA — G f & 0 5 FH i I 40 %2 0%, [
7 (ELISA) iR ) &0 B i b 26 BHEE A RS & (77 5 4 5
E1856h) , #41 #1304 156 W 5 o 19 45 B HEA T
3.HLA - G 14bp i A/ 22 25 VE AP0 < BT A1 584 B xt B
AHBERR AR SN E EDTA HL&E ML 2ml, BUR S A1l 750l 4% B8

HME I FE 41 DNA 2 BUR 7 £ U B 1542 BUE R 41 DNA 35
&0 AL 5t R AR A4 AL 24 F] (TIANampDNA Blood Kit, H 3% &
DP318 -03), HLA -G 14bp ffi A/B R Z BN FIRHZER
%5202 B ( PCR R I ) » PCR JZ 5 51 4 e At 50 835 48 4=
ARRAE G, FH WM T Em 514 5 - GTG ATG GGC TGT
TTA AAG TGT CAC C -3, M B4 5' GGA AGG AAT GCA
GTT CAG CAT GA -3', PCR JZ B £ : A8 ¥ 94°C 2 min;; {3
B :94°C 30s,60°C ,30s,72°C  1min, 30 4~ 5 ¥F 5 4iE i K2 -
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HL K, 8 B AR AN R WLZE I H #2310 HLA - G 14bp #f A/ 8k
RLZBMEIEH AL, HLA - G 14bp i A fii & PCR " ¥ Ny
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1. i3 sHLA — G /KPR U 45 2R« i 2% sHLA - G
EIE # X B8 118.3 = 38. 1U/ml, 7€ SLE H % K
230.2 £192.2U/ml, & LB H A B E WS 122 E
S5 (1=5.07,P =0.0001),

2.HLA - G &£ 14bp 3l A ( +14) /B2 ( - 14)
ZAPEXT ML 2K sHLA - G K52 0 : HLA - G 3 A
14bp H A/ 52 2 2 e (3 48 1 4 DR 8 356 7 T 3 A
5 SLE & iy o FEER (R 1),

1 SLEEEREEXNBAFH HLA -GENEARERESH (n(%) ]
FEH X HH (n =74) SLE(n =96) P OR (95% CI)
HLA - G S S
+14 61(41.2) 89(46.4) 0.344 0.811(0.526 ~1.251)
- 14 87(58.8) 103(53.6) 0.344 1.232(0.799 ~1.900)
HLA - G J: R &
+14/ +14 15(20.3) 28(29.2.) 0.186 0.617(0.301 ~1.265)
+14/ - 14 31(41.9) 33(34.4) 0.316 1.376(0.737 ~2.571)
- 14/ - 14 28(37.8) 35(36.4) 0.854 1.061(0.567 ~1.986)

FATH IEH AN 2% sHLA - G K 19 3 {8
+3D(230.2U/ml) ff  1E H B BR, It 3¢ sHLA - G /K
VIt A AE 74 FIEH NI — B, 7E 96 ] SLE %

A 33 6(34.4% ), 63 H 13 sHLA — G /K IE#
F1 33 1ML %% sHLA — G /K34 5 SLE 345+ HLA -
G ZE 3L R Je FE R U704 WL 3R 2

®2 HLA-GEMNEBERREFEBNETRE sHLA -G K FEEFIES SLE BEFHFH[(n(%) ]

HLA - G S5 JE A

HLA - G B[RRI

2H
4L n +14 -14 P n +14/ +14 +14/-14 -14/-14 P
IEH A4l 148 61(41.2) 87(58.8) 74 15(20.3) 31(41.9) 28(37.3)
sHLA - G /K FIE# SLE 4 126 56(44.4) 70(55.6) 0.590" 66 19(30.2) 18(28.5) 26 (41.3) 0.209*"
P .432° . 521¢®
sHLA - G /K375 SLE 44 66 31(47.0) 35(53.0) g 7;8" 33 9(27.3) 15(45.4) 9(27.3) 8 2211’

a. SIE# A4l HE b, 5 sHLA - G K IE# SLE B H ik

3. SLE 4 ¥ 11 sl A1 ™ 5 A% 52 X6 1L 2% sHLA - G K
RIS I3 sHLA — G /K- 1E % Fifi 2% sHLA - G

JKF- 3 SLE fE 35 1 e DR R0 S 55 2 55 Rk X i 25 21 D
F£3, MFE3 AT M sHLA - G /K -4 & SLE H®
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B ARG R R & T I sHLA - G /K-
IEH B SLE f3% (P =0.007) o [A] i, Fif 2 19 5 15 15

R EHERETIRE(P=0.027),

®3 % sHLA -G K FEFFMEER SLE BEEMIERMTBENRER(n(%) ]

i sHLA - G /K FIEH (n =63) sHLA = G /K ERIE (n=33) P
ER(H) (xts) 34.2+15.4 32.6 £14. 1 0.372
S AGRICED) 37.4 +31.7 34.2+32.1 0.461
W% 44(69.8) 19(57.6) 0.229
i i 13(20.6) 10(30.3) 0.292
kS 5t 97 21(33.3) 8(24.2) 0.357
K R/ KR 48(76.2) 23(69.7) 0.491
P03 15(23.8) 11(33.3) 0.319
5 % 43(69) 25(76) 0.442
IR E¥:078 38(60.3) 22(66.7) 0.542
MAER%Z R 3(4.76) 8(24.2) 0.007
FME C3 R 44(69.8) 20(60.6) 0.362
Ht dsDNA FHE 40(63.5) 19(57.6) 0.572
ANA FH 63(100) 33(100) 0.833
SLEDAI,x £ 8.27 +4.62 10.70 £5.37 0.027

4. Z5E I R sHLA — G K - By 5% 0 < B 7 I3
F(RIAREE) s 30 570 DA S e 245 9 (s 2
LG ) % R T SLE (3R 97, T 3% 26 25 ) %k Ho A
Ga g2 o IR ME TS BINESE o0 1 fif ik 26 2 ¢ Xt
sHLA - G 7 SLE 35 KRB m, AT & T 13K
sHLA — G AP IEF s F i B P R MRS 1
FER A (B0 PUIE YR YT B 00, 45 R BOR 78 1 3K
sHLA - G /K FJt & i) SLE B M R vp & % 5
33.3% , B i £ F I %% sHLA — G /K FIF % & # 1
14.3% (P =0.029) , ifif H:Ath 25 8 1) £ F A% 0 7 95 21
6] JC @ 3 P22 55 (P ¥ >0.05)
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JZ AN L R 20 AR R o R
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i UK S A w8 3R Gk, W] HLA - G 4y F7E — 2k
P 1) 3k B v T BB R HE AR .

FAE R IE 25 FAIE 5, HLA — G HL A5 58 1) fo 93
PR, RERIN O i 5 A S84 40 i (NK)
22 M) Tg K32 44 (killer cell Ig - like receptor, KIR ) H
FEAE R 0 NK 20 00 %5 40 i 2 Be L JF AB 5 3 NK
AP T ; @I Hl CDA ™ T 40 a3 4= Fnifs S CD8 " T 4
MU T ; @FEAH Thl Jz 1 ] Th2 [ #% , Baricordi OR 4
1635 W A 3R 45 5 HLA — G Al i) sk Thi 760 2 fifg 7
Feik AR Th2 AIAH A B 7 43 b 34 £, [ i Th2 3 3
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(4L F IL - 10 XCAT 198 HLA - G 323k, i
SE RV Thl ) Th2 45077,

AT 9 BF T 45 B 8% HLA — G 7 22 5l 48 M5 i
I 1Y B G 8 P 5 v 9 3K S 2R R, 7 I G R ) S
S BB B YRS W e B I T B R R G R
{9 5 453 Bz I 2L 280 R 46 P LG S8 355 1) JUL & 4 4 41 v 3y
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SLE 55728 o B £ FIBFSE #6400 (A 2 B§403E . Rizzo R
SEURI T 60 {4 75 AR F 70 P % A SLE
) sHLA — G 7K F, 25 3R B oR WA~ AHE o SLE & %
sHLA - G /K - ¥ ] 8 Ik F A1 B7 f9 1E % %F B8 41,
Rodado %"/ 4l T HLA - G £ 60 fi| J§ JF F* A SLE
B P FE AR R B, L sHLA - G /KFAE SLE
BE W] T IE % % R4, I 18 SLE 199 48 52 ik
Hks I 2] HLA - G 19 2R ik o AT 96 5] SLE &
F il %% sHLA - G 6 I 45 3 8 /%, SLE M % 1L 3¢
sHLA — G 7K 7B & 5 T 1E % % B4l o 3 il b ik wif
¢ 2L 6] 25 SR R [ ) i PR AT RE S sHLA - G B 263K %2
BN 250 R E R L AYIRIT SN E N
A 5

AARIEINN AT HLA - G 55 8 4 7 3'4: #i%
IX f) 14bp 1 A/ 5 Z2 25 ML 5 (116375 ) 1] i 3 5%
W sHLA — G 4 T 223K /K V-7 45 SLE H 1 5 vk
X P, Chen XY % R AT % + 14bp/ + 14bp
DR (9 A VR L3 sHILA — G KOF-45 53 41 2 Fht A 40
(9 P S A o Rizzo R 28" X 7 KA 200
] SLE f8 % ik 4T HLA - G 14bp 4 A/ B2k 2 &4k f
47 DNA 23 B3 H7, 3 5 M 2 AHE P 451 44 fi BiE A X
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HE, 45 2 B, 14bp 4 A 05 ( + 14bp) 1 + 14bp/ +
14bp FEA AU A AL SLE 83 b W W3, i HL B Pl
sHLA - G /KPR, (AIRATAR &M SLE 3% 1 HLA
-G 14bp FEA/BUR Z 855 SLE & WA B &M
R, M HAE MK sHLA - G JK-F-34 m iy SLE &,
H HLA - G 14bp 4 A/ 2% 22 25 1% 057 s R0k PR 280 A3
RO 5 IEH AFILK sHLA - G /K- 1F % 119 SLE &
HH TR 2R, UL AE SLE B3 sHLA - G i3
ik EE5 HLA - G 14bp i A/ SR 2T K

HE— 2553 M SLE Y 85 16 2h 14 Fn ™ 55 R B X6 I 2%
sHLA — G RIk7K V152 0 & BL, 76 1L 3¢ sHLA - G /K
TR EE PR ARG BRE R B,
AEE I T E Sh AR E B 3E N EE, R B sHLA - G 3Rk
K AR 5 SLE J 1 16 sh M R ERE A G, X
0] DL BE Rizzo R 25 W1 %% SLE % sHLA - G 3
BACOE R A, T B2 1T Rodado 257 Wi %2 %] SLE
#H sHLA - G RIRIKF-H & X — 7 JE 45 28], W o 1
Rizzo %5 3 5 1055 161 v 22 5 93 15 175 31 B A X 45 B 11 A8
& (744 SLEDAT =2) , i 3 A1 F1 Rodado &5 iy £ I 11
Wi 22 G B P AR B . #E— P U] HLA - G 43
7€ SLE Wyl B nl g R EAE

PR MR R )z 0 T SLE BT . A
S5 B 2 W & 5 %t sHLA — G [l 325 2w, 3841
XTI R IRYT DL B R A e 4 il )
FCE) BUE PR Y7 I K sHLA - G RBE I,
ZERAL R MM sHLA - G 315 SLE 83 i & wp s
BITEBZ S sHLA - G W= B e s B E A
Ko ARAE W N HAB 25 Y6 97 5 sHLA - G [ 3%
ik . Rodado 2541 W2 2] 3 2 | e B2 90 40l 55 I $U9E 24
Pyt sHLA - G PR Jo i

MZ LI sHLA - G JKV-7E SLE f 4% v B g 1%
i HE7R sHLA - G AR 2 5 3| SLE & AL o, il 3¢
sHLA - G /K P AR EZ T SLE 95 1% /™ M I
Pk, M5 HLA - G 14bp 4 A/ 2k 2 351 & SLE 24
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