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HE . B R HFARBERERELFOFmEEE THREEHIILR 4 (CTLA-4) KPR HEIE K
T, FiE B A BB EH S0 BIAE A BB R, B 80 Hl 4k AR FHAE A xR, KE R
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level of Serum CTLA-4 in patients with idiopathic membranous
nephropathy and its clinical significance
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Abstract: Objective To investigate the level of serum cytotoxic T lymphocyte antigen-4 (CTLA-4) in
patients with idiopathic membranous nephropathy and its clinical significance. Methods Eighty patients with
membranous nephropathy were selected as membranous nephropathy group, and 80 healthy subjects were selected
as control group. The clinical information was collected, and the number of regulatory T cells in peripheral blood
and the level of serum sCTLA-4 were determined. Results The serum albumin, regulatory cell count and sCTLA-4
level in the membranous nephropathy group were lower than those in the control group (P < 0.05), and levels of the
serum creatinine and 24h urine protein were higher than those in the control group (P < 0.05). The serum albumin,
regulatory cell count and sCTLA-4 level in the high-risk group of membranous nephropathy were lower than those in
the low-risk group (P < 0.05), and serum creatinine and 24h urine protein were higher than those in the low-risk group
(P < 0.05). The serum albumin, regulatory cell count and sCTLA-4 levels in patients with membranous nephropathy

after treatment were higher than those before treatment (P < 0.05), and the serum creatinine and 24h urine protein
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levels were lower than those before treatment (P < 0.05). Compared with the ineffectiveness, the serum albumin,

regulatory cell count and sCTLA-4 levels were elevated in patients with partial remission and complete remission

(P < 0.05), and serum creatinine and 24h urine protein were decreased (P < 0.05). Compared with partial remission,

the serum albumin, regulatory cell count and sCTLA-4 levels were elevated in patients with complete remission
(P < 0.05), and the serum creatinine and 24h urinary protein were decreased (P < 0.05). The level of sCTLA-4

in membranous nephropathy was positively correlated with serum albumin and regulatory cells (P < 0.05), and

negatively correlated with serum creatinine and 24h urine protein (P < 0.05). Conclusions The level of sSCTLA-4 is

decreased in patients with idiopathic membranous nephropathy, and can reflect the immune status, severity of disease

and treatment effect in patients with idiopathic membranous nephropathy.
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RE R TR S g i M O Y R A, R
NS e R (135 450 U S  = NS = S & LT
A SR F YV, HIE R R M B i 1 4
LU 0 AL Ve A0 T O A e e 4
( cytotoxic T lymphocyte antigen—4, CTLA-4 ) HAH LR
PIEFRON, BA TR B, 5 2Rt
PRI R R BY) Y AR SO R R M BB B e SR A I
ATV T AR CHTE 4 (soluble cytotoxic T
lymphocyte associated antigen 4, sCTLA-4 ) 7KK Hiilf
IRESCHATONE, i PRI T e Bk .

1 &EMERE
1.1 —fAR

BEHL 2016 4F 1 H—2017 4 6 H 724148 — BB
B B & T B AR 80 I Ry IR e AL
[ H 80 {9 fikt B fA Az 2V S %o L2 B s 4 - B
PE 54 4], Lotk 26 ] 5 AR (48.57+£13.24) % X
WA B3V 519, Lok 29 141 4R (47.59 £ 14.12) %
GINARAE « R R MR B R S TG R 12 R R
PEREE B , X6 BRZH R 2 RS B AR . HERRAR I «
o M R B R AT 3 T N S PR .
ik eme ., s, HEE A LEE RS 2
PEINHIA 3 REEVELLTERAE . LR REAHCHE B 4
b O B N e S e PR R B 5 e Sl i At
H B et 5 X RRAL R NSRS SRR, TS
Uit AR A a5 A R . PR, AR TR, 22
SIGEEE L (P>0.05),
1.2 FHik
121 AW EREST T E AR EARG
FEREE . FIBR . Puse SR S5 MG T B BLal 25T
TR JE A TR BRI AT o TR JEA Te A B 5] ok
0.8 ~ 1.0mg/ (kg « d), 4 2 NHIERE 2 A2 AR

R 10% 24FH 5 FRBEEER R RR A 1 ~
2 g/d, 34 H AR, 6 2~ HEHERF 0.75 ~ 1.50 ¢/
d, 2 AR4ERF 05 ~ 1.0 g/d, EHEEZY,
122 WARTHRCE  WEEREEN . R SIRTT
L, WWITHTFAAIT S CIRYT 12 AR ) L5k
AR [ S I, 24 h JRE R AL (serum
creatiroine, Scr ) | 558},
123 FROHN IR 12 D HBHBYTRL, ek
fift  BEIBIVIRIREE A <0.3 g/d, B IIREMIMLTE &
FRE IS 5 W8 . WP e BEEHEH >
30 g/l, BRAEFED = 50% 5 JoRL : 1BITIRARAE ik
FrRfEH .
124 GAFHET @pnle X IBUAK: 4
K REAMERFR K . B B 2 B S G R T RT AR
PR GIAYT 1200 H) AbEF K, B100pwl &%
Va2 Rk a L, A m=E &, A CD25-PE
Al CD4-FITC {R%), W% 30 min bRic CD4". CD25° T
Y, it ZERE . B, A APC- LA Foxp3 H
YU E 30 min, FH FACS Aria BI040 04 ( 35 BD
ONTEORITEAS T 208 CD4™.CD25" & Foxp3' T 4l )
TESM R AR A A ( SE8e i P Boikie B 3¢
[ Beckman Coulter 22 7] ),
125 ik sCTLA—4 Rl FFR4] B E fhEUA
K2 R SR AN R E KL . B o 2 AR B R YT
HIFASY IS (VRYT 1201 ) ShEERKIL, >k FH s
B J5E W B 52 56 ( enzyme—linked immunosorbent assay,
ELISA ) 35 %% sCTLA-4 /K3F ( ELISA 7] &
H B F| Bender Medsystems 23 F] ).
1.3 HZitEHE

Bl Hr R SPSS 19, 0 SEit4kck ., %ok
DISEC + BRUfEZE (xxs) Foom, HEH K elir 2
3R, HE—2E PP R LSD— K5 5 AH G BT
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2.1 WHBEEIGKIEIREER

PILE M A A . Ser, 24 h JREHAR . FT1E
MO sCTLA-4 K- Lhd, 4 ke, Z5A%5
TR S (P <0.05) 5 FEPE B s 2 f8 35 1030 AR

LR, ZRAGIEE L (P<0.05) 5 BEPER R EA

IRITIE MG AL T A0 M sCTLA-4 7K

WX TIATT R, T Ser F 24 h JREE R TIAI 7R

3k 3.

2.4 FEHERARTHASIERIEREE
ANTRTF RO M A L Sery 24 h JRAE 4

PEIAS PR sCTLA-4 KV FeAE, 205 225001,

VAT PEAN M TR, sCTLA-4 /K PAR TR HRAL, 10 Ser 2 R4 G245 Y (P <0.05 ), SN B RI5E 4 20
24 h PREEE R TR, W3R 1.

22 EHERAREKREEEREEIGKIEIRER
FEE A B 9 v v e 4 FTAER S 2 00 3 F1 B T Sers
24 h JREHE AT U sCTLA-4 KF HuER,
R, ZRAGIFE L (P<0.05) 5 BB
I EALERE NS R A TR 4% sCTLA-4
IR TARAGLL, 1 Ser F1 24 h JREE H 5 TRAE
. W2,
2.3 EHEREERTIEEIGKISIRILE
FEE B 3 HR IR T R LTS AR . Ser. 24 h
PREEFA . T PEA A TE S sCTLA-4 AL, 28

®1 FMAEBEEIGKEERLER

B IE AR A PR PR AU sCTLA-4 7K
HIes TICRUE, T Ser A1 24 h JREE 8% T I0R0UR
H o TARMEFE MG AR PO
sCTLA-4 KCF¥ 8 T M i3, Tl Ser A1 24 h JR
BAEWRTRrEMmEE. k4,
2.5 BJ7HI sSCTLA-4 kK E S5 &I KIgtRAIE X
e a2y

JEEE 5 5 R VAT R sCTLA-4 7K P15 1 35 (A 46
F L PP BRI DG (r =0584 Fl 6.421, ¥
P=0.000), 5 Ser, 24 h JREFAREGAR (r=-0547
F1 -0.628, ¥ P =0.000 ),

(n=80, x+s)

[ =grspel 2546 £5.42 86.47 + 15.32 5.13+1.42 21.73 +4.65 0.53+0.18
payit::l 44.15+6.23 58.35+13.24 0.04 +0.01 32.84+5.18 0.98 +0.21
A 20.244 12.421 32.060 14.275 14.552
P{H 0.000 0.000 0.000 0.000 0.000

®2 BEMEBRARRREERESIRAKEIRLER

(xxs)

HEfEal 63 23.71£5.08 92.16 = 13.03 574+ 1.06 1835 £ 4.82 0.49 £ 0.16

i 17 31.64+523 77.25 £ 12.19 2.68 £0.77 24.67 +4.73 0.64£0.17

t i 5.677 4241 11.115 4.816 3.386

Pt 0.000 0.000 0.000 0.000 0.000
®3 BEMERBERTIEEEKERLE  (n=80, xs)

TRITHT 25.46 +5.42 86.47 £ 15.32 5.13+1.42 21.73 +4.65 0.53+0.18
bEEAgE 38.47 +5.83 66.45 + 14.86 121+0.32 27.68 + 4.82 0.82+0.20
2 ~13.01+1.73 20.02 +3.26 3.92+0.84 -5.95+0.93 -0.29 +0.06
IR 67.263 54.928 41.740 57.224 43.231
PiA 0.000 0.000 0.000 0.000 0.000
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%8 TrAefh R PERREPE B JR 5 I3 CTLA-4 7K B Hl R T8 S
R4 AEFHAMFBFAEA. Scr. 24 h REAE. FATH M sCTLA-4 KEELE  (x+s)
PEFTPEIA A/ (A
215 n 1A/ (g/L) Ser/ (pwmol/L,) 24 h JREF i /g 1ul) sCTLA-4/ (ng/ml )
[
TR 21 2442 £538 83.24 £ 14.53 497 +1.23 23.42+4.16 0.56 £0.15
TR 16 36.47 +5.97" 68.69 + 14.73" 1.53 +0.38" 26.75 +4.72" 0.77 £0.17"
SEL LR 43 4132 £6.06"" 62.14 + 14.65"% 0.21+0.07"% 30.79 +4.63"% 0.93+0.14"%
F i 58.506 14.669 378.08 19.487 44.003
P 0.000 0.000 0.000 0.000 0.000

H: 1) IR, P<0.05, 2) SR ILES, P <0.05

3 g
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PR AW, WIGAMARSE, (EiF R E,
g R R, RAEEER" .
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X SO I ARIVE T, DI [ E B e B
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