DOI: 10. 160lgl/j. 1(1)09—54()4. 199. ®. 05

Vol. 21, No. 9

1999 9 ACTA ACADEMIAE MEDICINAE MILITARIS TERTIAE Sep. 1999 629

Schleime R P, Bochner B S. The effects of glucocorticoids
human eosinophils. J Allergy Clin Immunol, 1994, 94(1):
202

IL-5 TL-3 GM-LSF

9 ? 9

6 Konderman L, Vasder Bruggen J, Schweizer R E, et al-
Eosinophil primary by cytokines from cellular signal to in
vivo modulation. Eur Respir } 1996,9( Suppl 22): 119

7 Simon H U. Molecular mechanisms of defective eosinophil

apoptosis in diseases associated with eosinophilia Int Arch

mRNA
, 1998, 18(2): 145 Allergy Immunol, 1997, 113(2): 206
) > > 8 > ; s . L2 1IL-2R
. , 1998,20(3): 198 , 1993; 13(3): 193
5 Kroegel C, Virohow Jr J C, Iuttmann W, et al- Pulmonary ( 1 1998-12-23; : 1999-08-16)
immunol cells in heath and disease the eosinophil leukcyte. (?ﬁjﬁfp [4 B¥i% )

Fur Rispir } 1994,7(3): 519

Induction of eosinophil apoptosis and expression suppression of II-5 and
GM-CSF mRN A in allergic asthma with tripholide in guinea pigs

Guo Xiaoming, Wang Changzheng, Lai Keifang, Guo Xianjian, Qian Guisheng (Institute of Respiratory Disease,
Xingiao Hospital, Third Military Medical University, Xingiao,400037)

Abstract Objective: To study the effects of tripholide on eosinophil apoptosis and suppression of ex—
pression of interleukin—5 ( IL-5) and granulocyte/macrophage colong—stimulating factor ( GM-CSF) in the air—
way of guinea pigs with allergic asthma. Methods: Guinea pigs were randomized into asthmatic, trpholide—
treated and control groups. Eosinophil apoptosis in BALF was observed with TUNEL method and the ex—
pression of IL-5 GM—-CSF mRN A with ISH. Results: The rate of eosinophil apoptosis was significantly low er
in the asthmatic group than in the tripholide—treated and control groups (P <0.01). The intenaity of expres—
sion of IL-5 and GM -CSF m RN A in the pulmonary tissues was far higherin the asthmatic group than in the
tripholide-treated and control groups (P < Q. 01). In the asthmatic group, the rate of eosinophil apoptosis
was negatively correlated to the expression intensity of IL-5 and GM-CSF mRN A in the pulmonary tissues.
Conclusion: Tripholide may play a role to suppress the allergic manifestations in the airw ays during asth ma.
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the PCI2 cells- Observation was performed at the 10th min, 4th h and 12th h respectively. Results: The su—
pernatants of the two types of glial cells had no significant effects on the neurites of PC12 cells. However,
the oligodendrocyte and its debris had strong inhibitory effects on them at the 10th min, 4th h and 12th h as
compared with the control group- The neurites of PCI2 cells collapsed and became shorter as soon as the
oligodendrocyte and its debris were added- In the primary culture, the neurons next to oligodendrocytes
showed no neurites and outgrwoth. On the other hand, it was rarely found that th e neurites of neurons could
not extend but have no retract and collapse when the neurons reached the astrocytes. Conclusion: Some in-
hibiting substance may attach to the membrane of oligodendrocytes and it can inhibit the growth of neurites
but can not be released into the supernatant. The astrocytes can only mechanically prevent the elongation of
neurites.
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