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Effects of hypobaric hypoxia on plasma cortisol and lymphocytic recep-

tor in asthmatic guinea pigs
Gui Qin, Kong Xiangying, Bai Jiasi ( Department of Pediatrics, Southwest Hospital, Third Military Medical University,
Chongging,400038)

Abstract Objective: To explore the mechanism of the therapeutic effects of hypobaric hypoxia on asth—
matic guinea pigs.Methods: After the model of asthma was established by ovalbumin (OA) challenge in O A
sensitized guinea pigs, the animals was randomized into the asthmatic group (AG), the non-treated group
(NTG) and hypobaric hypoxia-treated group (HHTG). The level of plasma cortisol and the lym phocyticf re-
ceptor in peripheral blood were determined. The pulmonary pathological changes were observed with optical
microscope and electron microscopy.Results:(D The level of plasma cortisol was significantly higher in AG
than in normal control (NC) (P <0.01). But thelevel of plasma cortisol was significantly lower in N TG than
in HHTG(P <0.01) @ The number of lymphocyticf receptor was significantly increased in HHTG as com—
pared with the NTG (P < Q. 05) and it was markedly lower in N TG thanin NC (P < 0.01)® Ifiltration of
EOS in the alveolar septum, evacuation of lamellar body and interstitial edema of the alveolar septum were
seenin AG and N TG while all these were improved in HHTG and the alveolar typell cell proliferated.Con —
clusion: After the treatment with hypobaric hypoxia,the level of plasma cortisol and number of lymphocyticB
receptor in perph eral blood were significantly increased. All these may be the mechanism of the therapeutic ef-
fects of hypobaric hypoxia on asthma.
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Observation on the treatment of pulpitis and periapial periodontitis of de-
ciduous molar by iodoform-metronidazole pasts
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Isolation and sequencing of human eotaxin gene cDNA
Shi Fengli, Zou Minji, Wang Jiaxi, Fu Weiling ( Department of Laboratory technology, Southwest Hospital, Third Mili~

tary Medical University, Chongqing, 400038)

Abstract Objective: To isolate and sequence the human eotaxin gene cDNA. Methods: hEot cDN A was
amplified by RT-PCR from total RN A extracted from TN I -activated human lung epithelial cells A549. The
¢DN A encoding hEot was inserted into the plasmid pUC18 and sequenced. Results: DN A sequence analysis

showed that the sequence of hEot ¢cDN A was the same as that of reported. Conclusion: A confirmed hEot

gene cDN A is obtained-
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