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Dermatitis in Pyridoxine-Deficient Rats. 

SAMUEL LEPKOVSKY AND MYRTISE E. KRAUSE. (Introduced by 
H. J. Almquist.) 

From the Division of Poultry Husbandry, University of California, Berkeley. 

Pyridoxine deficiency in rats has always been associated with a 
“specific dermatitis” which has been named acrodynia.’ Dermatitis 
can be readily produced when thiamine and riboflavine are the only 
members of the Vitamin E complex fed.’* While such a supple- 
mented diet has often been referred to as a pyridoxine-deficient diet, 
it is deficient also in factor 2 or the filtrate factors. Factor 2 con- 
centrates are now known to carry pantothenic acid plus other as yet 
unidentified filtrate factors. Addition of factor 2 will sometimes 
promote the development of dermatitis4 and sometimes will give 
erratic  result^.^ 

In this laboratory for a long time no dermatitis appeared on large 
numbers of pyridoxine-deficient rats, though the rats were obviously 
deficient since they either did not grow at all or grew slowly and 
responded spectacularly to pyridoxine administration. Because a 
good deal of dermatitis had been observed on pyridoxine-deficient rats 
in the past, the records were searched for changes in technic which 
might account for the absence of dermatitis on pyridoxine-deficient 
rats. The absence of dermatitis was found to be coincident with a 
change in technic involving feeding of supplenients to the basal diet. 
In previous work, 21-day-old rats were put on the synthetic diet’ 
without any addition of water-soluble vitamins for 10 to 12 days. 
Thiamine and riboflavine were then added for 14 days after which 
factor 2 concentrates4 were added. A large proportion of these rats 
developed dermatitis. The change in technic consisted in feeding 
thiamine, riboflavine and factor 2 concentrates to the rats when 
they were put on the synthetic diet at 21 days of age without any de- 
pletion period. Such rats, though they developed pyridoxine de- 
ficiency, seldom developed dermatitis. 

Forty rats were accordingly put on the basal diet4 for a depletion 
period of 12 days after which, for a period of 2 weeks, only thiamine 
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and riboflavine were fed. At this time symptoms of dermatitis 
began to appear. Factor 2 concentrates were added, and definite 
dermatitis appeared in a week. In  2 weeks, 16 of the rats developed 
severe dermatitis, 15 mild, and 12 rats showed no dermatitis. After 
5 weeks of factor 2 feeding, only 4 rats remained without dermatitis. 
Three rats with slight dermatitis had cured spontaneously. 

I t  thus appears, at least from these experiments, that dermatitis 
develops as a result of a factor 2 deficiency superimposed upon a 
pyridoxine deficiency. If rats are early exposed to such an extra 
deficiency, the effects, insofar as they affect dermatitis, seem to carry 
over after the addition of factor 2 concentrates, and the rats become 
deficient only in pyridoxine. The question may well be raised 
whether dermatitis or acrodynin is a reliable expression of uncom- 
131 ica tecl pyridoxine deficiency. 
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Experimental Necrotizing Arteritis. 11. Mercuric Chloride as 
Effective as Uranium Nitrate in its Production." 
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From the Department of Pntliologt, Fniuersity of North  Carolina, Chapel Hill, 

and the Department of Lnborntories, W a t t s  Hospital, Durham, N.C. 

In  a recent publication' the senior author described well marked 
necrotizing arterial lesions affecting principally the large elastic 
arteries (aorta? sinuses of Valsalva, endocardium of the left auricle, 
coronary and pulmonary arteries) which appeared unexpectedly ctur- 
ing the course of the experiments designed to determine whether 
heavy metal poisoning is influenced by altering the plasma protein 
level. 

Nornial adult dogs maintained on a standard low protein diet were 
made hyperproteineniic by repeated intravenous injections of plasma 
obtained from healthy donor dogs. Each dog then received a single 
subcutaneous injection of 5.0 nig- of uranium nitrate per kilo. In  4 of 
the 5 dogs in which this procedure was carried out, acute necrotizing 
arterial lesions were found at necropsy 8-17 days after the injection 
of the heavy metal; and healed lesions were found when the 5th dog 
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