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Expression of tissue ACE, ATI1 receptor and TGF-1 in muscular dystrophy
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[ Abstract | Objective:To study the contributive role of the muscle rennin-angiotensin system (RAS) and transforming growth factor-betal
(TGF-B1) in the muscular dystrophy (MD) and relationship with muscle fibrosis. Methods: The expression and cellular localization of an—
giotensin-converting enzyme (ACE ), angiotensin Il (Ang Il ) type 1 (AT1) receptor and TGF-B1 protein were determined in biopsied frozen
muscle from patients with Duchenne muscular dystrophy (DMD ), Becker muscular dystrophy (BMD ), congenital muscular dystrophy (CMD )
by triple immunofluorescence and Western Blot analysis. Results: The immunoreactivity was distinctly increased in MD for ACE, AT1 recep—
tor and TGF-B1. Triple immunolabeling revealed that most activated fibroblasts in endomysium and perimysium of DMD and CMD muscles
were positive for ACE and TGF-B1,and ACE was colocalized primarily with TGF-B1. Conclusion: Increased local ACE and AT1 receptor
expression shows that muscular tissue RAS is activated in muscular dystrophy, which could play a role in the pathogenesis of MD together
with TGF-B1,ACE and TGF-B1 may be important for muscle fibrosis.
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