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Expression of inositol 1,4, 5-triphosphate receptor in airway smooth muscle cells of rats

and its roles in chronic asthma formation
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Abstract: Objective To detect the expression of inositol 1,4, 5-triphosphate receptor (IP;R) subtypes in nor-
mal rat airway smooth muscle cells (ASMCs) and changes during chronic asthma formation. Methods ASMCs were
cultured by collagen enzyme digestion method. The expressions of subtypes of IP;R were detected by RT-PCR and the
purified PCR products were linked with pGEM-T vector for DNA sequencing. Chronic asthma model was established
with egg albumin. The changes of IP;Rs were detected by RT-PCR method. Results  All subtypes of IP;R were ex-
pressed in airway smooth muscle cells of normal rats. The expression of IP;R1 in asthma groups increased obviously as
compared with that in the control group (P < 0.01). Conclusion Co-expression of three subtypes of IP;R in
ASMCs of normal rats indicate that there is complicated intercellular Ca®* regulation mechanism in chronic asthma.
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Fig 1 Immunohistochemical staining of a-actin in rat airway smooth
muscle cells  (SABC x 200)
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M: DNA marker DI2000; 1: IP;RI; 2: IP3R2; 3: IP3R3; 4: B-actin
E2 IEHXAR ASMCs F IP;RI-3 mRNA #13R35
Fig 2 mRNA expression of IPyRI1-3 in ASMCs of normal rats (RT-PCR)
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A: Smooth muscle layer and basal membrane of normal rats ( arrow );
B: Thickened smooth muscle layer and basal membrane of asthma rats (arrow)
B3 ERRMWMARGHPHIE  (HEx200)

Fig 3 Sections of middle lobe of the right lung of normal and asthma

rats (HE x 200)

F1 FEKXR ASM F IP;R1-3 mRNA fE FAR (v 5)
Tab1 IP;RI1-3 mRNA expression in ASM in the two groups (X +s)

Group n [P3 R1/3-actin IP; R2/3-actin IP; R3/3-actin
Control 10 0.525 +0.028 0.3891 +0.034 0,379 +0.045
Asthma 10 0.624+0.129"° 0.407 £ 0.069 0.383+0.115
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