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Fig.1 Effect of mouse monoclonal antibody of T cell re-
ceptors (mTCR mAb)on thickness of foot palm of colla-
gen typell induced arthritis (CIA) model mice. On the 1st
and 22nd day, bovine typell collagen and complete Freund adjuvant
emulsion was injected intradermally in order to prepare the CIA
mouse model. From the 29th to 41st day, dexamethasone sodium
phosphate injection 0.5 mg-kg ~' was sc given to the mice of dexam-
ethasone treatment group every other day. The mice of mMTCR mAb
group were sc injected mTCR mAb 25 mg-kg~' on the 0 ( before
model preparation) and 21st day, respectively. After administration
for 60 d, the thickness of foot palm was mearsured . x +s, n=6.
* P<0.01, compared with normal control group; #P<0.05, # P <
0.01, compared with model group.
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Fig.2 Effect of mTCR mAb on joint inflammatory in-
dex in CIA model mice. See Fig. 1 for the mouse treatment.
X+s, n=6. * P<0.01, compared with normal control group;
#*P<0.05, #P<0.01, compared with model group.

50 55 60

2.3 mTCR %t CIA #2U/N 5 CIA & 4 RH S

MNEE 29 KT 4f , BT L4 /)N B2 0 H B0 O 41
JHh RN G 7 oh 7 BR A LA g CIA S, 26 42 K,
RETIL] CIA KA %01k 6/6, Hi ZE KA Fl mTCR B
PURIT U155k 2/6 F11/6 555 49 K, A5 U 41 A1 b
FERMNIRIT AL CIA KA R4+ A4, mTCR Hprih
JrATHE R 5/6(3R1) .



PR FEERFLE20135F2 A% 27 5% 14 Chin J Pharmacol Toxicol, Vol 27, No 1, Feb 2013

Tab.1 Effect of mTCR mAb on incidence of CIA in DBA/1 mice
Rate of CIA
Group
1 29 31 35 38 42 45 49 52 56 59(d)
Normal control 0/6 0/6 0/6 0/6 0/6 0/6 0/6 0/6 0/6 0/6 0/6
Model 0/6 4/6 5/6 5/6 5/6 6/6 6/6 6/6 6/6 6/6 6/6
Dexamethasone 0/6 0/6 0/6 0/6 2/6 2/6 2/6 2/6 2/6 2/6 2/6
mTCR mAb 0/6 1/6 1/6 1/6 1/6 1/6 2/6 5/6 5/6 5/6 5/6

See Fig. 1 for the mouse treatment.
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Fig.3 Effect of mTCR mAb on pathological changes of
ankle joints in CIA model mice (200 x ). See Fig. 1 for the
mouse treatment. A: normal control; B: model; C. dexamethasone;
D: mTCR mAb. 1 bony erosion; 4: inflammatory cells infiltrate.
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Tab.2 Effect of mTCR mAb on serum concentration
of interferon-y(IFN-y) , interleukin-4 (IL-4) and tumor
necrosis factor-o( TNF-«) in CIA model mice

Group IFN-% ||_4/_1 TNF-O_(1/
ng-L ng-L ng-L
Normal control 2.0+0.0 106 =7 0.8+0.3
Model 2.3+0.6 67=+8" 6.7+1.5™
Dexamethasone  2.3+0.6 94 +12* 4.8+0.8"*
mTCR mAb 2.8+1.9 105+38* 3.8+0.8"*

See Fig. 1 for the mouse treatment. x+s, n=6. * P<0.05, ™ P<
0.01, compared with normal control group; #P <0.05, compared with
model group.
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Effect of mouse monoclonal antibody against T cell receptor on
collagen type || -induced arthritis in DBA/1 mice

HAN Chun-guang', HUANG Huo-gao®, WANG Qiong', GAO Zhi-ging', PENG Ming-li',
CHENG Jing-xia', LIU Yong-xue'
(1. Department of Pharmacology and Toxicology, Institute of Radiation Medicine, Academy of Military
Medical Sciences, Beijing 100850, China; 2. Cadre Health Care Department , Navy General
Hospital, Beijing 100037, China)

Abstract. OBJECTIVE To investigate the effect of mouse monoclonal antibody against T cell re-
ceptor (MTCR mAb) on rheumatoid arthritis. METHODS Male DBA/1 mice were randomly divided into
normal control, type || collagen-induced arthritis (CIA) model, dexamethasone and mTCR mAb treated
groups. To induce the mouse CIA model, 100 ul of bovine type || collagen and complete Freund adju-
vant mixture emulsion was intracutaneously injected into each mouse on the 1st and 22nd day. Dexam-
ethamoson 0.5 mg-kg ' was sc given to CIA mice on the 29th to 41 st day, once every two days. mTCR
mAb 25 mg-kg ™' was sc given on the 0 ( before model preparation) and 21st day. The body mass, foot
palm thickness, joint inflammatory index and pathological changes of each mouse were abserved. On
the 60th day the experiment was finished, and the serum level of interferon-y (IFN-y) , tumor necrosis
factor-a( TNF-a) and interleukin-4 (1L-4) was measured using Luminex200 LCD chip analysis platform.
RESULTS On the 42nd day, the incidence of CIA in the model, dexamethasone and mTCR mAb
groups was 6/6, 2/6 and 1/6, respectively. On the 49th day, the incidence in mTCR mAb group
reached 5/6 but remained unchanged in the other groups. Compared with model group, the mice of dex-
amethasone and mTCR mAb groups showed improvement of foot palm thickness, joint inflammatory
index and pathological changes. On the 38th day, the thickness of paws in normal control, model, dexa-
methasone and mTCR mAb groups was 2.34 +0.06, 2.96 +0.49, 2.61 £0.44 and (2.29 +£0.13)mm,
respectively, and the joint inflammatory index was 0.0 +0.0, 4.0 +2.6, 0.7 =1.0 and 0.3 +0.8. At the
end of the experiment, the serum level of IL-4 in normal control, model, dexamethasone and mTCR
mAb groups was 106 +7, 67 +8, 94 +12 and (105 +38)ng-L™", TNF-a was 0.8 +0.3, 6.7 +1.5, 4.8 +
0.8 and (3.8 +0.8)ng-L™" and IFN-y was 2.0 0.0, 2.3 +0.6, 2.3 +0.6 and (2.8 £1.9)ng-L"™".
CONCLUSION mTCR mAb exerts therapeutic effect on rheumatoid arthritis.
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