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Table 1 Phospholipase activity of intestinal tissue from BALB/c mice infected with 1,000 Hymenolepis
nana eggs
Hours Phospholipase activity*
after
infection No infection Primary infection Secondary infection

12 2226 (38.0) 3536 (163. 0) 19431 (5665. 0)
24 3289 (349.0) 24719(5190. 0)
18 2240(55.0) 4775(288. 1) 11852 ( 313.5)
72 - 11574 (307.0) =
96 - 10857 (100. 0) —

120 - 5103( 62.1) —

*: Numbers represent pgmol of lysolecithine hydrolyzed/g of wet tissue/hour
Figures in parentheses represent standard deviation.
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BOTHD, KREF~ v A LR LMY ESH L
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Ottolenghi (1973) 13+ Twic, /NE4&H AT, 000E%
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A /NBF D D D phospholipase FEMEAEINT 5 £ £5%H
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Table 2 Effect of intravenous injection with mesenteric lymph node cells (MLNC) on phospholipase
activity and on larval development in nude mice

Fype of MLNC ~o. of
injected examined

Phospholipase
activity*

No. of cysticercoids
in individual mice

Non-immiunized

Immunized

QLo LW

3179( 230.1)

- 329, 347, 382

23138(3760.7) —

o, 0 0 0 0

Immunized MLNC were prepared from BALB/c mice infected with 1,000 Hymenolepis nana eggs 4 days

before.

All the recipient nude mice were intravenously injected three times with a single dose of cells (5 x 107)

on days -6, -4 and -2 relative to the challenge.

Phospholipase activity was measured 24 hours after the challenge.
Cysticercoid counts were made on day 4 of the challenge.

*: See Table 1.
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phospholipase fE#: % flE L CE /R (Table 1) 12,
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BWI(ET T 5 &5 Ottolenghi (1973) DHE &1L
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R, SORCRBRELENIRES L Ih TSRS E
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% Z T, Higk L7z X 5 75 phospholipase &M D #& By
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7> 5/ D phospholipase {EWEAE AT 52, BRER~
U ATRAEGROBHENRAKLENRE»HZ O
EUSNERLTOBI LD, 0T, FIRR~Y R
TR RO BB TER & 2172 TEEE A phospholipase
DIERD LS HR A R#E, TORBRAGROEFT 2 RKE
WAJREIC e B DT L, BREY~ v A Tl phospholipa-
se BNEEARFLRIIER, T OLhRICBBALRIREY R
ELTWBHARENDOD S Z L0 HEIND,

wiz, B L7 X 5 7s phospholipase i1Z X 5 <#%h &
DBBDOTEEN X L h —BUHEL L DI T H DI X —
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INEERBEG < T AD/NETIE, BRENCEAL
TSR D F I E IRk ORI, H 5 Z & (Fri-
edberg et al., 1979, Miyazato et al., 1979), X HiZi,
= v A% D phospholipase IZfFEAERICHR LTV 5 =
BRI TWwWAB (Ottolenghi, 1970, Adewusi and
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T\ 5% (Guy-Grand et al.,1974), ft > TAEREBRDOIER &
IhboHERRLE, X— Ny RICEHEINE
Y4 HEHOBREEE Y v Sl 42 - Vv A0
BIBAT - ©E L, WEREEROARHFLGROPIRICT
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P8 eosinophil stimulating promotor (Colley, 1973,
Lewis et al., 1977) *E4A KL, TORKREEB O
phospholipase {E#:AEM L, A% HRHFER L 72 7 #E
HRHREIND, LLiedh Db, ZOACELTIRSHE
FICHMIBAE ML CARAILENDHIEA S, Fi,
in vitro I 3\~ T phospholipase # <4 HIC/EH & ¢,
TOHRYEHEBRTHLLSEOBELE LTEIR
T\W5b,
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PHOSPHOLIPASE ACTIVITY IN THE SMALL INTESTINE OF
MICE INFECTED WITH HYMENOLEPIS NANA AND ITS EFFECT ON THE
INHIBITION OF LARVAL DEVELOPMENT IN THE INTESTINAL VILLI

KAZUHITO ASANO, KUNIHIKO MURAMATSU AND KEN-ICHI OKAMOTO

(Department of Medical Biology, School of Medicine, Showa University,
Hatanodai, Shinagawa-ku, Tokyo, 142 Japan)

After a primary infection with Hymenolepis nana eggs, BALB/c mice showed a short lived increase

in phospholipase activity in the small intestine, which began 48 hours post infection, peaked at 72 hours and

had declined by 120 hours. On the other hand, when the mice were given a secondary infection 5 days after

the primary infection the same sequence of changes was apparent, but the time course was accelerated, i.e.

peak activity of phospholipase occurred at 24 hours after the challenge.

Mesenteric lymph node cells (MLNC) were obtained from BALB/c donor mice 4 days after infection

with 1,000 H. nana eggs. MLNC were injected into tail vein of recipient nude mice (BALB/c-nu/nu) on Day

6, 4 and 2 prior to the challenge. The cell dosage transferred was 5 x 107 per injection and the period from

final cell transfer to the challenging infection was 2 days. Phospholipase activity in the small intestine was

measured at 24 hours after the challenge. Intravenous injection with MLNC prepared from H. nana-infected

mice elevated phospholipase activity greatly in excess of the value measured in control recipient mice. The

effect of cell transfer on the larval development was assessed by counting the number of cysticercoids presented

in the intestinal villi of recipient nude mice 4 days after the challenge. The transfer of sensitized MLNC in-

hibited larval development in the intestinal villi of the recipient nude mice; recipient nude mice which were

injected with sensitized MLNC harboured no cysticercoids derived from the challenge infection.
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