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Tab1 The activity of total and membrane PKC in lung

g/L, CaCl, Q 2 g/L, NaHCO; 1. 0 g/L, MgCL, 0. 1 g/L,
NatbPO4 0.05 ¢/L, Glucose 1.0g /L) A B C3 5

A 100ng/ml H-T, 37c S min, A B tissue (fmol /mg° min ',n= 10)
2 PMA 10ng/ml 3 37C 30min, Group LPKC WPKC mPKC(% )
( TXA, R s Control 101. 88= 13. 55 26. 46t 5. 86 26. 4H 4. 17
TXB: ) Asthma 466. 371 110. 96° 155. 97+ 40. 82 33. 29+ 3. 97
1.4.2 . #: P <0.05%: P <0.01 vs control
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+ (k) Control 1. 73 0.50
P <0.05 Asthma 4.65- 0.59
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Fig 1 Infiltration of Eos in bronchial cavity, expression of PKC is strongly positive in infiltrated cells,
bronchial mucosa and airway smooth mmuscle in bronchus of asthmatic guinea pig ( DAB stain,
Hematoxylin restain,X 400)

2 , PKC (DABRE 7 K& L% X 400)
Fig 2 Massive infiltration of inflammatory cells in alveolar, positive expression of PKC in alveolus of
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Fig 3 No inflammatory cells infiltration. PKC expression weak positive in alveolar of normal guinea pig

( DAB stain, Hematoxylin restain X 400)
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Fig 4 Mucosa of bronchus smooth, no inflammatory cell infiltration, PKC expression weak positive in normal
guinea pig (D AB stain, Hematoxylin restain,X 400)
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Tab 3 The release of TXA, induced by activator and
inhibitor of PKC(pg/ml,n= 10)

(pg/ml,n= 10)

Group PM A H-# PM A Blank control
Control 228 45t 53. 42 33,75k 4.69* 34. 30k 5. 19
Asthma 391 63 52 43*  63.34& 14. 21" 60. 60 19. 47

*: P <0.01 vs contro;# : P < 0. 01 vs HT7+
PM As** © P> 0.05vs without medicine
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The expression of protein kinase C in lung tissues and its effects on TX A

release in asthmatic guinea pigs

WU Kui, YANG Zhao—heng ( Department of Respiratory Disease, Daping Hospital, Third Military Medical University,

Chongqing 400042)

Abstract Objective: To study the role of protein kinase C (PKC) in the pathogenesis of asthma.

Methods: Guinea pigs were sensitized by exposing to aerosolized ovalbumin. 24 hours after exposure, the

activity of PKC in lung tissues was determined, the expression of PKC in the lungs was identified and the
quantity of TX A, release induced by PM A, a PKC activator, and H-7, a specific inhibitor of PKC, was

measured. Results: @O The activity and expression of PKC in the asthmatic lung tissues were significantly

increased and they were positively correlated to the release of TXA,. @ PM A after incubated with lung

tissues, promoted the release of TX A, and H-7 was able to antagonize the effects of PM A after preincubated

with lung tissues. Conclusion: Overexpression of PKC may play an important role in the development of

asthma. Consequently the inhibition of the activity of PKC may exert therapeutic effects on asthma.

Key words protein kinase G asthma; thromboxane Ay; guinea pig
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