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Effects of anti-chenokine receptor-5 antibody on type 1 diabetes

FENG Hao, GUO Ba-Yu'  (Department of Biochem ical Phamacy, School of Pham acy, Second M ilitary M edical U niversity,
Shanghai 200433, China)
[ABSTRACT] Objective To explore the anti-diabetogenic effect of antibody blocking portion of chemokine receptor-5 anti-
body (CCR5) molecule M ethods T he severe combined immunodeficientNOD (NOD. Scid) mice, injected i p. w ith gplenocytes
from nonobese diabetic mouse,w ere random ly divided into 2 groups(8 of each group): anti-CCR5A b group and PBS group.
The mice in anti-CCR5 A b group were treated w ith a ecific polyclonal antibody, targeting the first extracellular loop of
CCRS5, and PBS group w as treatedw ith PBS B lood glucose levelsw eremeasured to observe the anti-diabetogenic effect of the
antibody. Histological exam ination and EL I1SA analysisw ere also performed Results W ithin 70 d, all of the control mice de-
veloped diabetesw hile 5 of the 8 mice treatedw ith anti-CCR5A bw ere diabetes-free The difference of inflanmation score be-
tw een 2 group sw as significant (P< Q 05). The supernatant of cultured gplenocytesfrom anti-CCR 5-treated m ice contained L -
2(25 2pg/Mml), L-10(27 3 pg/Mml) and IFN-X(Q 238 ng/m1), whereas that from control mice contained L -2(57 7 pg/m1),
L-10(31 6 pg/Mml) and IFN-¥(18 03 ng/ml). Conclusion: A dministration of antibody,w hich targeting the first extracellular
loop of CCRS5, can induce the resistance to type 1 diabetes in the adoptive transfer model
[KEY WORDS] chamokine receptor-5; diabetes type 1, T lymphocytes

[A cad J SecM iIlM ed U niv, 2004, 25(10): 1097-1099]

1 T betic, NOD) 1 ( : 27 2mmolA);
, B NOD 1 (10 , :5 2mmolA)
NOD. Scid
SPF NOD
[1,2] 1
, © RPV | 1640 (
> . 200 :
CCR5) 1
( ) 1 4
1 (1 000 r/min, 10min), RAVI | 1640
i 2 ; i i 5x
11
(severe combined imm unodeficient
. * 0 ] (30371349).
NOD,NOD. Scid)16 ,8 10 , [ | 177, ().

( ); (nonobese dia- * Corresponding author. E-mail: byguo163@163 net



- 1098-

2004 10 25

10" /m|
NOD. Scid (1x 10’/ )
12 CCR5
[3 7] ’
(n=8), CCR5 CCR5
, 10 pg ( 200 ul PBS),1 3
4 PBS
70 d
13 2 2
, ( M edisense
Precision Plus) , 2
13 9mmolA
14
H-E ; ,
0, 1, (
< 50%);2 ( > 50%); 3
, ( )
15 EL ISA NOD. Scid
, 96 (2x 10"/
) ; NOD. Scid
, 37 5%
CO2 , 24 h L-2 , 48
h L-10 IFN-Y
16 t
2
2 1 NOD. Scid
NOD 1 4
5 1
(20 6mmolA), 1 2
, 10
, 100% (8/8); CCR5
10 3 ,
37 5% (3/8)
22
: ( 1A) CCR5
, ( 1B)
CCR5 , :

2% © 1994-2007 China Academic Journal Electronic Publishing

1 H-E )
Figl H-E staining of pancreatic isletsfran mice
A:Anti-CCR5 group (x 400); B: Control group (x 100)
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