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of an inch. - He controlled t]ns by e\ammmon of ﬁbres flom 1:he
flexors of a normal adult fon.zum wluch -varied: from 1-350 to 1- 1000
of an inch. | ‘ . - ERRTI Lo :
1t is to be noted ‘that Tacobv i,'lom 111= emhcst rescarches, doubtq -
whether these muscle olmn«ca can he’ remrdcd ‘18 pecu]nr to.Thomsen’s
disease—a doubt Whl(‘h may l)e horne m mmd in: thc consxdcnt;on ,of
its etiology. - ERAN : o
Pathology.—Since Thomsen's dm nmny thcouee h'u'c been of'fcred
to explain the condition. .So far as:thé wrlter l\nows the necropsv by
Dégérine and Sottas still remains’ the, only: one on’ 1ecord 80 that any-
discussion can only be . speeu]atw ‘ Thomsen s own. view ‘seems’ to have
been that the affection was a ncurosis, and lie called specxal attention'to
the heavy mc-ldcnoc of nervous discase in his family group. 1t has
been aseribed fo a congenital, faultv dmelopmcnt of -the pyrmmdal
tracts. Jacoby has regarded the-discase as a concrcmta] malformntlon
of the muscular fibres—each fibre containing too many sarcous dc-.
ments—hence the h\-pertroplw of the fibres, and the increascd dmatxon
of their, contradictions. Dana says: ‘the disease is pmbabl; a primary -
muscular dystrophy.  There may bc however, a peculmr defeet” in
innervaiion, resulting {from a congenital annmalv of the motor "tracts.
The views of Hale White are thus stated :—* 1t would appear that cach
.individual affected is from his birth faultily constructed, so: that some
of his muscular fibres all through his life’ grow lbnor'ma]]v, 'md in:
conscquence of  this abnornml growih contract in an-abnormal nnnner.
This is more in harmmu with what we know of other discases t}mn to
Lelieve as Dégérine and Soitas’ apparently do, ‘that the ‘abniormal ‘con
traciion of the ‘muscle leads lo its’ abnormal growth., ‘All who have,
written on the. snb1cct mrree tlmt it is'a (1x=ea=o so]elv of the muscular‘
system.”  (Albuit’s Systen, Ed. 1903). L S ‘
The writer \e11t1n'<.~. to dwsmt hom thc 1.1~L statcmmt as the po !
sibility of the nervous system bemg senoualv 'IL i'au]t seems to be hold
by a number of most competent obecwexs.‘ T S
Hale White calls attention to.the mmﬂantv of the muscle tmcmﬁs'
in Thomsen’s disease to those induced in animals pmsoncd with vera trx." ;
and also to the well known experiments of Ringer and Samqbury wnth
phosphate of soda on curarized animals, from wluch it appears that the:
myotonic contractions produced on stimulation of ‘the acmtlc‘nerv are
. due to the action of phosphate of soda on the muscular fibres themselves.
Danilla in reporting a Russian case (1886), expresses ‘the view that
it is a functional disturbance of the cerebral psycho-motor centres.
Cook and Sweeten have suggested the following explanation of their




