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Effect of cholera toxin B subunit on immune cells and cytokines in mice
Li Xiangyang' Yang Ying' Zhang Licai’ et al
(' Dept of Pathogenic Biology and Immunology Xuzhou Medical University
Jiangsu Key Laboratory of Immunity and Metabolism Xuzhou 221004
*Dept of Anesthesiology Xuzhou Medical University Jiangsu Key Laboratory of Anesthesiology Xuzhou 221004)

Abstract Objective To explore the effect of cholera toxin subunit B on the immune system of mice. Methods
Intra-ateral ventricle( LV) of C57 female mice were injected with toxin subunit B. Immunocyte in peripheral blood
were detected by flow cytometry; Cytokine and chemokines in serum were detected by flow cytometry with Cy—
tometrin Bead Array( CBA) . Results Data showed that CD3 " CD4 " T cells B cells and mononuclear macrophage
were higher than PBS control group. IFN-y TNF-o IL-6 IL-9 inflammation cytokines and MIP4 o MIP43 BLC
MIG RANTES MCP1 chemokine were higher than PBS control group. Conclusion Cholera toxin subunit B can
obviously change the state of immune response in mice.
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Establishment and evaluation of rabbit model

of Henoch-Schonlein purpura induced by ovalbumin
Hou Zhaoyu Zhang Xiaocui Zhang Hongli et al
( Dept of Paediairics The First Affiliated Hospital of Anhui Medical University Hefer 230022)

Absthact Objective To establish an animal model of allergic purpura induced by ovalbumin( OVA) in rabbits
and to provide a more suitable experimental model for further study of allergic purpura. Methods 20 rabbits were
randomly divided into two groups: model group and control group( n =10) . The model group was given the prescrip—
tion traditional Chinese medicine decoction to drink once a day 1 ml each time for 3 weeks. The control group was
given the same amount of physiological saline. In the model group 1 ml of emulsion solution was injected intraper—
itoneally on the day of the last feeding for 3 weeks. The control group was given the same amount of physiological sa—
line intraperitoneal injection. 7 days after the last intraperitoneal injection model group rabbits were injected through
the auricular vein with 10 mg/ml OVA saline solution of 0. 5 ml. At the same time shaving at the back and intra—
dermal injection of 0. 3% OVA saline 1 ml at 5 points. The control group was given intradermal injection of physio—
logical saline with the same method and dose. Observation and comparison of the general situation of the two groups
after injection laboratory indexes were detected after 24 h and pathological results of skin and kidney tissues after
3 week were detected. Results Subcutaneous purple spots in 6 rabbits of the model group there were significant
differences between these two groups in terms of blood viscosity blood and urine routine IgA IgG C3 C4. The
pathological features of the skin in the model group were edema of the dermis capillary dilatation hemorrhage in—
flammatory cell infiltration and IgA deposition in the vascular wall. Cortical edema capillary dilatation bleeding
inflammatory cell infiltration and IgA deposition in vascular walls. Renal histopathological features were glomerular
mesangial thickening mesangial cell and matrix proliferation cystic protein exudation and focal chronic glomerulo-
nephritis with a large amount of immune complex deposition. Conclusion A stable allergic purpura animal model
can be successfully simulated by using Chinese medicine decoction  continuous OVA stimulation intravenous and
intradermal high dose OVA impact.
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