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Fig. 1 ATP contents in body wall
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Fig. 2a. Glycogen contents in body wall
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Fig. 2b. Glycogen contents in intestine
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DD ERS>THDNRIC ATP BO Bibs e L
OTC, ZDOEHHEN & BT LY230L BbiLd,
Embden-Myerhof #3412 & >C AD P DER{L 237D
112 DISMC Phosphagen 2» B D = 3 4 & — Bk DR AT
& & 2B R M7 1E T %, B L Rogers and Lazarus,
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Summary

As an approach to successful culture of intestinal
parasites, a series of experiments in Ascaris lum-
bicoides var. suum have been carried out on the
metabolic changes occurred in the parasites which
maintained in normal saline or the saline conta-
ining penicillin and streptomycine m vitro.

First attempt was made on the analyses of Aden-
osine triphosphate, Glycogen and Ascorbic acid con-
tents in the Ascaris body wall, intestine and
hemolymph., The results obtaind was as follows.

1) Adenosine triphosphate presents in the body
wall of Ascaris to the extent of 100 to 130 mg per
cent. It may be comparable to one third or one
half of the amount found in the mammalian skeletal
muscles.
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The amount of Adenosine triphosphate contained
in the body wall of the parasites was exhibited the
biphasic changes during the cultivation # vitro. In
the first phase, within 3 days after the biginning,
the level of Adenosine etriphosphate remained ata
relatively high degree, and in the second phase,
it decreased to a half of the initial level after 4
days or more,

Between the activity of the movement of the
parasite # vitro and the content of Adenosine tri-
phosphate in the body wall. a correlation was
observed.

2) Glycogen contents in the body wall decreased
gradually along the time elapsed s vifro. While
the remarkable reduction was found in the glycogen
contents in the intestine., The result obtained is
good agree with that of von Brand and Suzuki.

3) Ascorbic acid in hemolymph was also decreased
markedly within first day  vifro, And then it
decreased gradually.

4) There was no differencerin amounts of glycogen
in the body wall between the parasites maintained
in normal saline and the parasites in penicillin-
streptomycin containing saline, But significantly
higher level of ascorbic acid was found in the he-
molymph of the axenic parasites than in the paras-
ites contaminated with microorganisms,





