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Notes pn genetics of epilepsy 3/3/55 

Secondary Sourcesr 

Sorsby "Clinical 'ef~~tics~; pp/ 337~40;313-15 
Eallmann and Sander 1947. in Hoch & Knight, "Epilepsy". Chap. 3 
Neel 1947 Ma26tll.5. at 3.23425 
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‘.3t’ 2+3O% of propositi have family history (5-6x as frequent in parents sibs and 

ch en of propositi). sK3nozygotic twin correlatton 70%. Quotes Lennox extensively on 
cerebral dysrhythmia. In 2&S of families both parents showed dysr. Obvious complexity. 

/ \ cc 
i@ Examples in animals; also au4iogenic seizures. '&d~&adr (incidence figures) % 

en- POP. childr. sibs nepMnieces dizyg. xotwins monozyg cotwins 

-3 6e3 4 1.2 3.1 66.6 

concordance in twins: 
diz mono2 Thus even sympt. epilepsy hss a genetic corn- 

idipath. ponent. Index twins were restricted to severe 
aympbma. 

463 86.3 
12.5 hospital cases. 

also fou& consanguinity correlations with rssntal deficiency, but not with schizo- 
phrenia. 

From Lenmox: dysrhythmia 

general pop 
epileptics 
par and sibs 

.lO 

:69 

in tnlns, 85% rhow concordance of encephalo. &f monozyg; 5% if dizyg. 

ShrmLlar to 2, but emphasizes ConsanguisiQ carrel. with phychopathy. 
-w---w 

Conclusion& inheritance not simple (probably several different mechanisms). 
Certainly a very large genetio component in severe cases, from Condrad's twin studies. 
tit frequent suggestion is do.minant with low penetrance, bpt high incidence of 
dysrhythmia in both paBents of propositi (Lennox) suggests recessive factors also. 

(~JMOX '47 is Res Pub Ass Res nerv ment dis 26111) 

CC: Dr. Javid 
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