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Tab1 The procedure of determination of serum cortisol
Type of tubes No. of tubes Diluent Standard Sample 15 [-Cortis ol Antibody ISR
NSB 2 150 - - 100 - 1000
BO 3 4 50 - - 100 100 1000
SI- S6 5 16 - 50 - 100 100 1000
U 1~ - - 50 100 100 1000
ISR Immunological separating reagent
AC 1S min, (), : BALF  EOS .
3500 r /min 20 min, s [4] [51
L4 %its ik
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5 EOS BALF EOS
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Tab 2 EOS count of PB and BALF, percentage of |
, :D T cbd T
HEOS and content of serum cortisol
5 IL-5 GM-CSF
NCG AG HCTG
EOS count of PB 28, 60E 10.63 288 20E 59. 98 138, 60k 27. 54+ @ Fas ’ Fas/
6.7
EOS count of BALF 2085 0.41 6425 2.0F 3. 1EE0.3F# Fas L EOS e
Percentage of HEOS 0.28+ 0. 11 0.68- 0.07  0.58:0.07# EOS . s EOS . R
Content of serum cortisol  390. 57 86. 39 118. 8H 58. 81+ 383. 0 H- 98. Ok EO S( HEOS EG} )
AG  Asthmatic group; HCTG Hypobaric chamber-treated (LTS)\ (PAF)_
group; NCG Normal control group;* : P < 0. 01 vs NCG (MBP) ( ECP)\
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Effects of hypobaric chamber therapy on the content of serum cortisol
and number of eosinophils in treatment of asthma in the remission stage

in guinea pigs
Xiong Jianping, Kong Xiangying ( Department of Pediatrics, Southwest Hospital, Third Military Medical University,
Chongging, 400038)

Abstract Objective: To explore the mechanism of the therapeutic effects of hypobaric chamber on asth—
ma to provide theoretical basis for clinical practice- Methods: Guinea pigs were randomized into the normal
control group (N CG), asthmatic group (AG) and hypobaric chamber—treated group (HCTG). The model of
asthma was established in the animals in the latter two groups through sensitization and induction with 1®%
ovalbumin (O A) and ¥ OA respectively. The guinea pigs in HCTG were treated with hypobaric chamber
simulating 4000 m altitude. The content of serum cortisol and the number of eosinophils ( EOS) in peripheral
blood (PB) and in bronchoalveolar lavage fluid (BALF) were determined. Results: @ The number of EOS in
PB and BALF were significantly higherin AG and HCTG than in NCG, but significantly lower in HCTG than
in AG (P <Q 01).@ The percentage of HEOS in BALF was significantly higher in AG and HCTG than in
NCG, but markedly lower in HCT G than in AG (P < 0.01) 3 The content of serum cortisol was remarkably
higher in N CG and HCTG than in AG. However, no significant difference was found between HCTG and
NCG (P> 0.05). Conclusion: After the treatment of asthma with hypobaric chamber, the content of serum
cortisol in asthmatic guinea pigs was significantly increased to result in marked decrease of the num ber of
EOS and the percentage of HEOSin PB and BALF. All these may be beneficial to prevent the relapse of asth—
ma and alleviate asthmatic syndrome. Hypobaric chamber can be used as a new way for prevention and treat—
ment of asthma.
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