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Fig. 1. Interaction of pure human /l·lipoprotein with aortic
mucopolysacchartdcs. Vcronal buffer, pil 8 '6, 16 hr., 200 Y., 10

m.amp.

phorized the mixture we have found that the ~-
lipoprotein fraction of the plasma also in this case
moved together with the mucopolysaccharide fraction
of lower mobility. In this case, however, the inter-
action causes a retention because of the higher
mobility of the native ~.lipoprotein (Fig. 2). The
mobility of plasma-cc-Iipoprot.eins does not show any
change. This circumstance proves that mueopoly-
saccharides of the aortic intima did not bind the
plasma-cc-Iipoproteina. It is in conformity with the
fact that plasma-e-Iipoprotein cannot be shown to be
present in the sclerotic aortic intima with the method
of immuno-electrophoresis.

Fig. 2. Interaction of normal human plasma-lipoproteins with
aortic mucopolysaccharides. Stained with sudan black. 400 V.,

30 m.amp., 2 hr. Borate buffer, pH 8·6

The present investigations support our supposition
that the basis of deposition of plasma-(3-lipoproteins
in the sclerotic aortic intima may be found in the
ability of binding plasma-(3-lipoprotein of some
specific mucopolysaccharides of the aortic intima.

Details and diecuasions of these problems will be
published elsewhere.
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Effect of Lysergic Acid Diethylamide on
Larval Growth

LYSERGIC acid diethylamide is known to be
hallucinogenic in man' and to produce behavioural
aberrations in experimental animals. 'When admin-
istered to spiders-, lysergic acid diethylamide improved
the regularity and angles in the pattern of the web.
In the liver fluke (Fasciola hepatica) lysergic acid
diethylamide intensified the motility", However, in
most cases the effects of lysergic acid diethylamide
decrease shortly after withdrawal of the drug. In
humans the effects may persist as long as 24 hr. in
many cases'. Increased resistance to lysergic acid
diethylamide on repeated administration has been
reported". Our present investigation shows that
incorporation of lysergic acid diethylamide with the
food caused marked reduction in growth of larves of
Tenebrio molitar, which was not reversed by return-
ing the larvee to normal diet.

Adult larvte of the same age and weight were
carefully selected from a stock and divided into two
groups of thirteen each. Group I received the basal
diet consisting of 77 per cent corn meal, 15·4 per cent
bran, 7·6 per cent wheat germ supplemented with
1 pel' cent of yeast extract. Group II received the
same diet except that 2·5 mgm. of lysergic acid
diethylamide were added per 10 gm. of diet. The
Iarvse were returned to fresh diet every week. The
growth-rates of these two groups are presented in
Table 1, which shows the inhibitory effect of lysergic
acid diethylamide on the growth of the Iarvre.

Experiments have been carried out to test the
duration of the effect of lysergic acid diethylamide.
Small larvre were selected and placed on the lysergic
acid diethylamide diet for the first four weeks and
then returned to the control diet.. The results are
presented in Table 2. The toxic effect of lysergic acid
diethylamide on the growth of the larvse persists long
after the withdrawal of the drug. This long-standing
effect of lysergic acid diethylamide is different from
that of a vitamin deficiency whore fast growth·rate

Table 1. EFFECT OF LYSERGIC ACID DIETHYL~llIDE ON L •••.RVAL
GROWTH

Average weight per larva

Group I Group II
No. of week (control) (fed with the drug)

Start 0 20·6 19 ·3
1 29'8 22·4
2 40·3 23 ·1
3 51'3 23·5 I
4 61·5 26·2 ,
5 71·0

Tuble 2. IR.REVERSffiILITY OF THB EFFECT OF LYSERGIO ACID
DIETHYL •••MIDE

\'""we"

.-
Average weight per larva

Group 1 Group II Group III
Control Drug diet, first Drug pins reserpine,

four weeks only first four weeks only

Start 0 2·8 3'0 2'5
1 3 '7 3·6 2·9
2 4·8 4'2 3'0
3 6·6 4'3 3·5
4 8·9 4'9 4'2
5 12·4 5'8 4'7
6 16'7 7'0 5'3
7 20·6 8·8 5'9
8 27'8 11'3 6·3
9 36'1 14'1 7·2

10 45'0 17 '7 8'4
---
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Table 1occurs on the administration of the vitamin. Also
this may indicate that the effect of lysergic acid
diethylamide may last longer than usually presumed.
Further, addition of reserpine did not reduce the effect
of lysergic acid diethylamide on the growth of the
larvas (Table 2). While no larvse died on the control
diet, on the lysergic acid diethylamide and the drug
plus reserpine diets the mortality-rate was usually
25 per cent in the tint four weeks and none thereafter.
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Urinary Excretion of <Estrogens in Cases
of Chronic Prostato-vesiculitis

T~ prostate gland is a sensitive target organ for
testicular hormone, the production of which is a
prerequisite for the normal development and function
of the gl~nd. The same relationship is consequently
reflect.ed111 what concerns the composition of prostatic
secretion, Thus, thc quantitative occurrence of
prostatic acid phosphanase+" and citric acid' is
intimately dependent on the endocrine function of
the testes.
. Prostatic secretion also contains proteins, of which
It has been possible to identify different fractions bv
paper clcct.rophorcsis". The mutual relationship ~f
these fractions showed relatively fixed correlation.
In some cases of chronic prostato-vesiculitis a rather
characteristic protein pattern was obtained",

As ~t is. evident that the composition of prostatic
secretion IS dependent on the act.ivitv of testicular
hormone, and as the protein composition of the secre-
tion differs from the normal in many cases of chronic
prostato-vesieulitis, it was considered worth while
studying the excretion of cestrogens in individuals
suffering from this disease.

The material consisted of 17 men in the age-group
23-43 years. All were recorded as cases of chronic
prostato-vesiculitis. Secretion was taken fr0111the
gland for paper electrophoretic examination of the
protein cornponent.s". An additional test was carried
out for reducing substances to reveal any possible
mixture of vesicular secretion 6.

Hormone titrations were performed on a 48-hr.
specimen of urine with regard to the following
substances; (1) cestradiol; (2) cestrone; (3) cestriol.
Brown's method using saponification was used".",

Furthermore, biological titrations of gonadotrophins
were carried out (uterine weight in mice).

Six of the 17 individuals examined showed titre
values for cestrogen substances lying well within the
limits given by Brown for normal men". Eleven,
however, presented higher titres of these substances
(Table 1).

The urinary excretion of gonadotrophins was
noticeably high in 5 of this latter group (Table 1).

July 9, 1960 VOL. 187

Urinary excretion of
(Estrogens 124 hry

, No.
(Estrone 1

I Total Gonadotrophins I
(Estradiol (Estriol I cestro- (M.u./24 hr.) i

I ! gens I
1 1 5 45 2·4

I
8·4 > 6 ·5 <13 I2 1'5 5'4 4·2 111 < 65

3 0'0 3 ·3 5 ·4 8'7 > 6 ·5 <13 I
4 1'8 0·0 6·0

I

7'8 < 6'5

I
5 2·1 5·4 2·4 9'9 < 6·5
6 2·1 7'5 1'8 11'4 > 6·5 <13

7 5-1 8'1 5'4 18·6 >13 <96
8 5'1 12'6 10'8 28'5 < 6·5

I9 6·3 9·0 5'4 20·7 >96 <960
10 3'6 11'1 4'2 18·9 > 6·5 <13
11 12·0 7·5 4·8 24·3 >13 <96

I12 5·4 7'8
I

4·8 I 18·0 >13 <96
13 2'6 7·5 22·2

I
32·3 > 6·5 <13

14 3'8 8·4

I
9'6 21·8 < 6'5

15 5·4 6·3 3 ·6 15'3 > 6·5 <13 I
16 6'3 9'0 4·2 19·5 > 6·5 <13 l17 10 ·5 9 '3 8·4 28·2 > 13 <96

!

Range and mean values Normal valne

I

according to Brown (ref. 8)

0,0-6,3 \ 3,0-8'2 10'8-11'016.0-17'8 <13
I 11[1·5 11[5·4 1113·5 , 21110·3,

A comparison now between the electrophoretic
diagrams of all the cases with normal urinary titres
(Fig. 1) with those with more or less increased
cestrogen excretion (Fig. 2) brings out a difference.
The two protein fractions nearest to the starting
point are in the former cases comparatively less
prominent, while in the latter they have a dominant
character found in many cases of chronic prostato-
vesiculitis",

By way of introduction, the point was made that
the prostate gland in its capacity as a secondary sex
organ in reletion to both its development and secre-
tory activity is ultimately dependent on testicular
hormone.

Evidently, in many cases of chronic prostato-
vesiculitis there occur high cestrogen urinary excre-
tions. Since in certain of these cases the gonado-
trophin titres are similarly increased, this might
express an inhibition of testosterone production.

This circumstance might be interpreted as primary,
making the gland susceptible to infection. Or, on
the other hand, it might be a consequence of a
primary prostatic infection. Finally, as a new point
of view, a reduced testosterone activity might
influence the target gland to develop an inflammatory
reaction, clinically interpreted as a state of infection.

111111.

Fig. 1


