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Effects of hyperbaric oxygen preconditioning on physical stamina in mice

PENG Zhao-yun, DU Jing, SUN Xue-jun®, CHEN Xiao-ying, LIU Yun, LIAN Qing-lin, JIANG Chun-lei (Department of
Nautical Medicine, Faculty of Navy Medicine, Second Military Medical University, Shanghai 200433, China)
[ABSTRACT] Objective: To investigate the effect of hyperbaric oxygen (HBO) on the physical stamina in mice. Methods: Six-
ty Kunming mice were randomly assigned into 3 groups: HBO group. high pressure air (HPA) group, and normal pressure air
(NPA) group. After 5 days’ exposure, 30 mice (10 in each group) were subjected to forced swimming test (FST) to measure
the exhaustive swimming time. Blood lactate (ILA), malondialdehyde (MDA) and superoxide dismutase (SOD) were measured
in another 10 mice after 90 min swimming. Results: Compared to HPA group, HBO group had obviously longer exhaustive
swimming time (P<C0.05). The blood LA in HBO group was lower than that in HPA group and NPA group after 90 min
swimming (P<C0. 05); there was no significant difference in SOD activity and MDA content between 3 groups. Conclusion:
HBO can markedly improve the physical stamina in mice, which may not be related with the activity of anti-oxidation enzyme and
metabolism of oxygen free radical.
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(z/mmol * mg~1)  (z/nmol * mg— 1) (zp/Ue+ml 1)
NPA 4.3940.52 5.37+1.25 92.11+ 9.01
HPA 4,35740.48 5.444+1.21 93.28+16.72
HBO 3.56+0.74* 5.5241.05 97.23+14.71

* P<C0. 05 vs NPA group
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Successful treatment of experimental autoimmune myocarditis by adenovirus-mediated gene transfer of antisense
CIITA

Cai G, Zhang J, Liu L, Shen Q (Department of Laboratory Diagnosis, Changhai Hospital, Second Military Medical University,
Shanghai 200433, China)

[ABSTRACT] Experimental autoimmune myocarditis (EAM) has been used as a model for human myocarditis in relation to
the autoimmune mechanism and proved as a T cell-mediated autoimmune disease. Interaction of T cell receptors (TCR) with its
ligand peptide-MHC complex on APCs is critical for antigen-specific T cell activation under physiological and pathological condi-
tions. CIITA is a transcriptional coactivator that functions as a key regulatory factor for MHC- ]I expression. To achieve effec-
tive inhibition of interaction of TCR and peptideeMHC-][ complex, adenovirus vectors containing antisense CIITA were con-
structed and their effects in preventing EAM were examined. Ad-CIITA was injected intravenously into mice on days 0-2 or 14-
16 after myosin immunization to study the preventive effects on EAM in the T cell activation phase or inflammatory phase. Dis-
ease severity was determined by the microscopic grade of heart check, concentration of plasma ¢Tnl, and cellular and humoral
immune responses on day 21. Results show that onset of EAM after Ad-CIITA treatment on days 0-2 was almost completely in-
hibited and antigen-specific lymphocyte proliferation was significantly reduced in adenovirus treatment group, which demon-
strate that this adenovirus vector inhibit auto-responsive T cells activation and proliferation. Moreover, compared with EAM
mice, even administered on days 14-16, the Ad-CIITA treated mice achieved significant reduction in disease severity. It indicates
the therapeutic potential of blocking T cells activation by gene-transfer in myocarditis.

[J Mol Cell Cardiol, 2005,38: 593-605]



