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tion product of the reserpine molecule itself, or some 
substance released into the blood by reserpine. 

It is tempting to consider the possibility, that 
5-hydroxytryptamine might be identical with this 
mediator substance, in view of the fact that it may 
cause under proper experimental conditions, a powerful 
stimulation of the adrenal medulla secretion (Fig. 2). 
This amine is believed to be liberated from its storage 
sites by a direct reserpine action 8. However, the irre
gularity of the adrenal response to 5-hydroxytrypta
mine and the fact that the action of reserpine is not 
inhibited by the specific 5-hydroxytryptamine anta
gonist, 2-brom-lysergic acid diethylamide9, make it 
improbable that the action of reserpine on the catechol 
amines could be explained in terms of 5-hydroxytrypta
mine mediation. 
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Trans-Unsaturated Acids in the Depot Fats 
of Ruminants and Non-Ruminants 

IN 1954 we put forward a hypothesis1 that the 
trans-acids content of the depot fats of ruminants may 
be explained by the hydrogenation of the dietary fatty 
acids from pasture effected by the rumen bacteria. 
No trans-acids were detected in pasture-fed non
ruminants and the small amounts of these acids found 
in the pig were attributed to the skim-milk diet. This 
hypothesis was afterwards elaborated in a more 
detailed report2 • Recently Kuhn and Luck3 extended 
this investigation to the depot fats of other non
ruminants, and whereas no appreciable amounts of 
trans-acids were detected in most of the species 
examined, 4--6·3 per cent trans-acids were found by 
them in the domestic cat and 3-4 per cent in the 
human fat. The last two results are according to them 
difficult to reconcile with the hypothesis that the 
occurrence of trans-acids is confined to the fats of 
ruminants only. 

We believe that Kuhn and Luck's results rather 
<:onfirm our hypothesis. We have stated in both our 
<:ommunications1 ,2 that the presence of trans-acids in 
the diet has a bearing on their occurrence in the depot 
fats and quoted Sinclair's4 findings that the trans
octadec-9-enoic (elaidic) acid when incorporated in the 
diet was deposited by the rat. It naturally follows that 
trans-acids present in substantial amounts in dairy 
products, margarine and meat fats consumed by 
humans will appear in their depot fats. The same 
could apply to the domestic cat with its partiality to 
milk. 

An additional support for our hypothesis can be 

derived from the occurrence of trans-acids in the faical 
lipids of non-ruminants6 , 6 which points towards 
hydrogenation by the bacteria in the post-absorptive 
region of the gut; further, from the recent findings of 
Reiser and co-workers7 that a steer kept on a fat-free 
diet deposited only traces of trans-acids. These findings 
are consistent with the trans-acids in ruminants 
01·iginating from partial hydrogenation of the unsatura
rated fatty acids of the diet. Our hypothesis would be 
proved wrong if substantial amounts of trans-acids 
were found in the depot fat of a non-ruminant the diet 
of which contained no such acids. 
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Efficiency of the Mitochondrial 
Oxidative Phosphorylations in 
Intact Ascites Tumour Cells 

IT has previously been shown that the incorporation 
of amino-acids into the proteins of ascites tumour cells 
is essentially the same both in the absence or presence 
of excess glucose under aerobic conditions and in the 
presence of excess glucose under anaerobic condi
tions1-3. These results indicate that the energy 
(adenosine triphosphate) required for the incorporation 
process can be furnished by endogenous oxidations of 
the tumour cells as well as by decreased oxidation 
(Crabtree effect) plus aerobic glycolysis, or by the 
anaerobic glycolysis alone, thus discounting the so
called respiratory impairment of cancer cells4. 

Recently Quastel and Bickiss and Ibsen et al. 4 

determined the ratio of the lactate production by 
ascites tumour cells to the difference between the 
oxygen consumption of the cells in the absence and 
presence of glucose (AO). They found that the accumu
lation of lactate accounted for the decreased oxygen 
consumption in terms of production of adenosine 
triphosphate assuming a P: 0 ratio of 2·5-3·0 for the 
overall mitochondrial oxidations and a glycolytic 
production of 1 molecule of adenosine triphosphate 
per molecule of lactic acid formed. Accordingly, if the 
production and utilization of adenosine triphosphate 
remain constant in the absence and presence of 
glucose, the ratio between the lactate production (in 
µ moles) and the AO (in µ atoms) gives an approximate 
estimation of the P : 0 ratio of the mitochondrial 
oxidations of intact ascites tumour cells. 

Independently of the last-named authors, we have 
followed2 a similar line of reasoning using the results of 
experiments carried out in continuation of our earlier 
work on ascites tumour cells1,2,6. It was found that the 
addition of the citric acid cycle intermediates succinate, 
malate and oc-ketoglutarate to actively glycolyzing 
ascites tumour cells (SsA mammary carcinoma) 
resulted in an increase in oxygen consumption (A'O) 
and a decrease in lactate production (A'L). The 
individual ratios increased in the order succinate, 
malate and 0t-ketoglutarate. Table 1 illustrates one 
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