
300 DYSTROPHIC MUSCLE COhlPOSITION 

In hypophysectmized rats, 'there is a marked 
decrease in the enzyme activity. ACTH only 
partially corrects this, but insulin and ACTH 
increase the enzyme activity to normal levels. 
It is suggested that, in the intact rats, insulin 
and glucapn may exert a stimulatory effect 
on PNMT activity independent of hypogly- 
cemia or increased glucocarticoid production. 
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Hereditary muscular dystrophy in the 
chicken affects primarily the muscles which 
normally contain a high proportion of white 
fibers. The dark or predominantly red muscles 
are involved it0 a mu& lesser degree (1) 
Similar observations on dystrophic mice have 
been made by Brust ( 2 )  in comparing charac- 
teristics of the soleus and gastmnemius. In  
dystrophic chickens the white pectoralis mus- 
cle has been most studied because of size, 
accessibility to biopsy, and invariable involve- 
ment in dystrophic processes. Hypertrophy of 
the pectoralis is observed in all dystrophic 
chickens at a n  early age. In some birds this 
is followed by gross atrophy with accompany- 
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ing fatty infiltration while in others hyper- 
trophy may persist to an advanced age. 
Asmundson has selected lines of dystrophic 
chickens which exhibit either early atrophy 
(line 307) or persistent hypertrophy (lines 
304 and 308) (3 ) .  

Dystrophic pectoralis m u d e  when cm-  
pared with normal pectoralis contains consid- 
erably more fat, which may w k u r e  the true 
relationships of the tissue componen& if they 
are merely estimated o,n a wet-weight basis. 
I t  has long lbeen known that in the develop- 
ment of the embryo the water content of the 
tissues gradually decreases and the nitrogen 
content gradually increases wi'th age. After 
birth or hatching this process continues until 
at  the end of the juvenile phase of growth 
the total body and the muscles reach an ap- 












