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Changes of myosin heavy chain phenotype in diaphragm of chronic obstructive pulmonary disesae patients
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[ABSTRACT] Objective To study the phenotype changes of myosin heavy chain( HC) in the digohragm of severe chronic
obstructive puimonary disease (COPD) patients characterized by chronic increase in respiratory load and lung volume M eth-
ods Digphragm biop siesw ere obtained from 24 patients undemw ent thoracic surgery. M HC isoform sw ere analyzed w ith elec-
trophoresis in non-denaturing conditions, D S-glycerol PA GE, and W estern blotting Forced expiratory volume in 1 s
(FEV 1), total lung capacity (TL C), and functional residual capacity (FRC) of the 24 patientsw ere measured before surgery.
Results Human digphragm contained at least 4myosin isoform s(1 slow and 3 fast). Chronic overloadw as asociatedw ith the
increase in the percentage of slow M HC and fastM HC. M HC in enphysamatouspatientswas (75 36+ 9 00) %, much
higher than that in control group (50 00+ 4 81)% (P< Q 01). L inear correlationsw ere found betw een fM HC percentage
and FEV1(r=- Q 89,P< Q 01), TLC (r=Q 60,P< Q 01), and FRC (r=Q 74,P< Q 01). Conclusion: The human adult
digphragm is composed of a balanced proportion of slow and fast myosin isoforms In COPD patients, fast myosins decreases
and slow myosins increases,w hich may be related to lung hyperinflation and reflect an adaptation of the digohragm to the new
functional requirenents
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Group n FEV 1(%pre) FEV 1/FVC (%) TLC (%) FRC (%) BMHC (%)
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