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rons were insulted by hypoxia/reoxygenation (H/R)

and EDHF from rat MCA segment was induced by acetylcho—

line (ACh) in the presence of N“-nitro-L-argininemethyl ester (LNAME) and indomethacin (Indo) the rate of
hippocampal neuron apoptosis was detected by Hoechst staining and flow cytometry (FC) methods. Results FEx—

aminations of FC and Hoechst staining showed that the apoptosic rate of rat hippocampal neurons was very low in the

sham group only about 3.1% and 2.2% respectively but H/R injury caused an obvious increase of apoptosis of

rat hippocampal neurons. Co-adminstration of endothelium-intact MCA segment with 1 pwmol/L ACh or co-admin—
stration of endothelium-intact MCA segment with 1 pwmol/LL ACh + 30 pmol/L L-NAME + 10 wmol/L Indo

markedly inhibits H/R-induced apoptosis of rat hippocamal neurons. However administration of ACh or MCA seg—

ment separately had not effect on H/R-induced apoptosis of rat hippocamal neurons and neither did co-adminstra—
tion of endothelium-denuded MCA segment with ACh. Conclusion Endogenous EDHF released from ACh-induced

vascular endothelial cells significantly inhibits H/R-caused apoptosis of rat primarily cultured neurons.
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37 C 30 min PBS 5 2.2.1 MRL/lpr
50 wl 37 C MRL/lpr
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N N N o o o Pre(2.5.5.0 mg/kg)
1.3 SPSS 10.0
X *s ;TACIHg(15. 0 mg/kg)
(one-way ANOVA) . (F =22.144); Pre
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(F=15.822) (F=21.113)
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2.2.2 MRL/lpr
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1 MRL/lIpr x 100

A: ;B ;CiPre 2.5 mg/kg
G:Pre 2.5 mg/kg + TACIHg 15. 0 mg/kg

;DPre 5.0 mg/kg ;E:TACIHg 15.0 mg/kg ;F:Pre 2.5 mg/kg + TACIHg 7.5 mg/kg ;

1 MRL/Ipr (n=8 x=5s)
(mg/kg)

- 0 0 0 0 0 0

- 3.75+0.46%%  3.63+0.52**  3.50+0.53**  3.75x0.46** 3.13£0.35%* 17.75x1.75**
Pre 2.5 2.63 +0.74% 2.25+0.71% 2.50 +0.76% 2.50 £0.76% 2.75+0.71 12.63 +1.06%
Pre 5.0 1.50 £0.53"8&& 2 13 +0. 83" 2.00 +0.53% 2.00 +0.53% 2.00 £0.76%¢ 9.63 £2.13#4&
TACIHg 15.0 2.38 £0.92% 2.38 £0.92% 1.88 +0. 64" 1.50 £0.76"8& 2,13 +0. 64##& 10.25 +2. 12#&&
Pre + TACIHdg  2.5+7.5 2.25x0.89% 2.25 £1.04% 2.13 £0.83% 2.13£0.64%2 2,00 £0.53%¢  10.75 £1.49%¢
Pre + TACIHg  2.5+15.0 1.88+0.64"%% 1,88 +0.83##  1.63 £0.74"% 1,75 £0.71"¢ 1,88 £0.83*4¢ 9 00 +1.93#&

1¥*P<0.01; P <0.05 ¥ P <0.01; Pre2.5 mg/kg 4P <0.05 ¥P<0.01; TACIHHg15.0

mg/kg 4P <0.05



Acta Universitatis Medicinalis Anhui

2014 Sep;49(9) . 1265 *

2 MRL/Ipr
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- 30.35£2.06% % 50.35£9.19% % 43.87+4.11% %
Pre 2.5 30.08 +0.54 33.33£8.50%  36.01+5.13%
Pre 5.0 30.510.80 18.73 £3.67#8&% 3 36 43 39%
TACI - Ig 15,0  27.85+4.57 32.27+10.54% 32,42 +6.84*
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Effects and mechanism of prednisone and TACI-dg combination

on auto-antibody production in MRL/ lpr mice
Deng Xiaomei Yan Shangxue Wei Wei

(Institute of Clinical Pharmacology of Anhui Medical University Key Laboratory of Anti-inflammatory
and Immune Medicine Ministry of Education Hefei 230032)

Abstract Objective To investigate the effects and partial mechanism of prednisone and TACI-Hg combination on
MRL/Mpslacdpr (MRL/lpr) mice. Methods MRL/lpr mice were randomly divided into 6 groups which includ-
ed model group prednisone (2.5 5.0 mg/kg) group TACIHg (15.0 mg/kg) group prednisone and TACIHg
combination (2.5 +7.5) mg/kg (2.5 +15.0) mg/kg group. BALB/c mice were set as normal group. Pred-
nisone was given intragastrically everyday and TACIHdg was given subcutaneously every two days for 13 weeks. In
the meantime the normal and model group were treated with an equal volume of normal saline. The general sign
and proteinuria level were observed in the treatment period. The sections of spleen and kidney tissues for pathologi-
cal analysis were stained with HE. Serum levels of auto-antibodies and BAFF were detected by ELISA kit. The per-
centage of plasma cells and CD138 expression in the spleen were detected by flow cytometry analysis and immuno—
histochemistry respectively. Results The skin damage and the proteinuria level were improved and decreased by
prednisone and TACIHg combination treatment. The spleen and kidney pathology were also improved including re—
ducing germinal center formation and alleviating the glomerular fibrosis mesangial cell hyperplasia and inflammato—
ry cell infiltration respectively. What was more the percentage of splenic plasma cells (CD19 ~CD138*) was re—
duced significantly which maybe resulted in the decrease in ANA. However the high level of anti-dsDNA antibody
was not influenced by the combination treatment. The serum level of BAFF was also reduced by the combination
treatment. Conclusion  Prednisone and TACIHg combination treatment has a beneficial effect on murine SLE
which may be associated with the inhibition of plasma cell differentiation and the secretion of auto-antibody.

Key words systemic lupus erythematosus; TACI-Hg; prednisone; combination treatment; plasma cell; auto-anti—

body



