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1

= 7 RFEEERD in vitro (28T BEEFEBIEM i
B U 728R513 2 v A (Butterworth et al., 1975 ; Kazura
and Aikawa, 1980), ZMDIZ L A KiZ, MFERERICE LAl
MoEEEFRLELT, =V Y AEMES, EEdA
EDORBLEMERN-LDTHB. LaL, WTFhbR
Yuth D—ER NI & B L 720 oF i 7 & 2 IRy
HHRI DD, BYebtel & LTo Emkh, HEE S xRk
R, MERETDICIKRE AT N L ERE T AR (S
AFAF =K, 7F523) BHI72, X VERE1Ofl
BB EOREIEENS.

bhvbiuz, KWL E (M A ~F—F, 7522
b) T, AF L SIEEREE VT [\ (Ascaris suu-
m) EERAL T~ ADOFBERNE L ERT 2 HEER
FMLickzan, HIIORKEEBNBREErEHTHS
L, ZoFEZENE, BoBEFHSRRETH B ITH
D ciel, BIIORKEREEMEL TWIUE, B, K
SEOFBIROBRNTER Z LGNS, &
5z, BOoNIFERERICII M H schistosomula (24)
ELTHEET ABIENMEHESA TV Z L LML, =
DIOERZ~DIEHLED THR R FETHD LEZ
ED*U‘:.

LA E
KB« TROBE ddy <7 2 &R L. 7% @
WwEE, 77 EEEHTUR (Asc) OFER : B 5 AF

ABFIE O— LA BB E (W f554E 1 iR B
5557098) 1= & o7,
0 B K 2 R 2 0 A AR S B

Liz7 # @8 (Ascaris suum) O #iR XY F5 &2 #HH
L, Williams and Soulsby (1970) D J5#:IC &> TALEE,
WL CYBRARII L Lz, B3 NE8.5cm O F T R
Yr—LvERAW, £V r— L T5~10X10ED & 58 %
#120ml @ IN HeSO,s ¥IRICIZEL TITR27z. Shdfl
BONE 4C TIRFEL, 2~ 3 LEDEATEY ¥ —
L Z L 40~50ml DZEREEHEFEICOD, WL TTER
L7z, BPRO—E shbviikts, HH I &K T i
L, 7 ¥ 7T ARSI U CRTF L 72, Asc (2R
mfk X v AR (1974) OHFETERL, 0.5%L 75X D
AINR—LEHEML, 4C THRELE.

B L OME « 74 BB ORYT B IFEZERKT 3
EIgE# L, £%&PL1,000~5,000/8% % 7 —7 & AWTHE
WA~EA L. BINC X 38 E, RIPEREATEAE
KT 3 [EPEE % B L, 500~ 10,000f8/0.5ml/JL & 75
2X0@E1E], v AEERN~EHNLE. Asc i2X 5
BIEITEAEL LT0.1~2mg &4 1 [E~ v 2 BN
~Fh L.

JEREARRE D[R & ZFEEER DB /ER - BER X OURY:
BOKEBIIZ, = RICHR T —AE HE L T Rl
L, Az, ~2Y v (2.5U/ml) in Hanks #% (HB
SS) 5ml #HEALT, iz ~y¥—v Lictk, LW
REIZH B Lo ILE S I Fler=2—F% (V5)
BHIL, EHICHANERELT, EHE TFiIcL, RBRE
A~ HBSS #[EUXL7-. 7537 & [EMURERED H I
A EE D 2 HRi[iI210%protease pepton (Difco, U.
S.A) 1.5ml #* RSN ~ES Lic. EISMRaE0s Turk
I THAR, gL, mERAER ok, FBgkoB4
I A% ) —VEE, Giemsa Yefs L7-iEA L DEM L.
Giemsa #&i, /1sM Na:HPOs %% 4 & & 1/1sM KH:PO
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Wi 6 A CERMUCEEK 10ml i xtL, 58 (2.0~
2.5ml) DETHRL, REREEEI120L L.

IHFEEER D ER /7y ¥5 842 Ramalho-Pinto et al. (1979) @
FHRIZEL T R>k. BT 5 L, FBEkicE b
5% HBSS T 2 [EgEd L, 1 X108 §1f/ml £ B L iz
%X 5 Eagle’s MEM (RAMAF, KBR) IcESEL,
I AF v ¥ ¥—1 (Falcon, U.S.A.)) IZJEX 1 mm
B IOMEL, 7~1045[REET =% (37C,
5 %IREEH 2, MEE100%) HIC¥E LTz, D%y v —
VEBES W VB L, FEREHIM E R L7, BRI
LELREBIL, HLWIIRAF v e —LIZBL,
FORERN 2 HERBIC 5 SRIHE Lz, RCHEMNE
Ml EED, FBERSE L LTUTOERICELE. =
DFHHEIT X Y IFEEERIZ60~80% I H gl S huiz.

FE LR HURR I © = 7 R 1230~ 500C D H A4 i it
AT EEEAERL, 4, 6, 9, 11~13, 198
DB OARINTLEE VI L7z, <> Y AR HUk
YiEiE, €AY 7 E24PLI00~150CE FEHL, 11
BHICFERERIL L TEZ. Win b BESREER TR
B OMIED H % AT OEBICER L. mwFix—30
C TIREL, FRRNC56C, 3043 mE L <@L L7

TFEEERD schistosomula i iH3 % A3, REEEH :
schistosomula | Clegg and Smithers (1972) D FE:IC
ELTHELL. +hbb, FFToMTcEs3RBE D
PHICEE2ES Z LOTE2RAELHHLT Gan -
KK, 1982b), ~v AMEHEEEEVIZ, T=EI2i30.5
% lactalbumin (Difco, U.S.A.) % &t MEM % %
L, LRIV BOKE LHIZEELEZEARLLZ®
NAY TEER (v RELRE) #Ah, FTEOHR
ZEWPCI7C IR L. 2 ~ 3EERISEYR, KEE
BWTHEBREE~TLIE L7z schistosomula % £ 5350
(10% 45 R %I MEM) < 2 B4 Lz

W¥RITTIAF v 7 Fa—7 (Falcon, 13X100mm)
TITVY, £ F = — 71T schistosomula 1000 % Z37E L, &%
LefiiE (FACREEL0%) WL, D7z & L3053 RER
HARERBPCHERL, 10AOHBRELT 2— 7 ~
Wiz, HRWEORIEMAIC0.2ml L L, 37C, 5
BIREEH A, WBEE100% TORFHE % CTHEFE L7, B &k
T, BERROLEL EZESIBREL, BoltNEWE
2T A4 F7'5 2c#H, 1) schistosomula 124135 L 7-#
K%k, BX WO 2) schistosomula DEEMH:% BlE L.
1)IZ DWW T X schistosomula 372V 1I0fELLE, BX U5
Ll E QOfESl Ex &) FOHEEZThETRERKL
7. 2QJIOWTHELICESEI MR TERAVWEAITE

RIK 1 SHOBBIC I > CESEOFELHEL, EH
& A3 3 schistosomula DEHRE &> T viability &
L.
‘ A

7 & BRI X B IFEEER DB

7 % BlHEEL,000@EEO#E L, 1, 2, 3EEICHE
fERIfE R LR Lk 2 5, 2B M, 17
BEROEIE L bR O EME & 207z, —H5,000MH &Y T
BZOE— 2713 3BT LD, BIEHMEK, FEesk
DEE L HIZ1, 0008 L 3IFRBETH . 1,000
B 2 IO 1,000 ARG S €728 T, ©—
7R 1EBEERY, 1[ERGECH U, TRk
DEE L VAR MR Bl EE iz (Tablel)., #z
TEOIRLEERE S Ltk o 5, EEMBE B
FTREMER LI, F BEROBS TG L A EEEIER
» ool (Table2).
WRRBAEIC X 5 IFEEER O HEH

Asc DRXEMEBENERIC X 5 EIEEFBEEK O #HL 2%
A L7RED Table3 ThH 52, Asc 0.1~ 2mg D&
ETEWTFhoRICENTY, 2IFRBEDIFEEIRDIE
HEED bz, MR RES. 1 X 1078 L 8 7=

WERBIRS sl FBROEEITITE LV EK
ENED L.
IR X B P EEER O HEH

£ILERZEH, 5008, 2,000{H, 10,000{F" diFf% 45
W 1E], G5 FREEANES Lg% L, R
KOEIET 3B L bH34.3~39.2% LBV MER RL,
IR ENOBHTHEEZI 220, EEEEEIE 500
DFETRRMMEEZ R L7220 2 BT 4.2~4.3X107 &
Tdholz. 2,000ED 10 ERNEE Tl EIRHIREE A7 . 4 X
107 L FED BMEVBD DD, FEEROEEITS
[ElES R & FFEE TH o7z (Tabled).

BRSO IEIE AR £ T ORRIRIRRIE & BEREE
Badrr b O IFEEER DB A 2B B RE R Table 5 155
Ui, HERZ24RF T, FBEROEE L bz
RAEETH oA, 6 HILLE 720 £ TR RRED
IERsHbE L, FEEEROEIGE R L.

Wiz, BEOEENES I EE 1 E2,000HE L, fE
M E RIS 2RI W TR L. ZhFhof
B3 B DR S 2 48 i —E L 7. Fig. 1 TH b
X i, EEERMEERRT 28T, FBEROE
&4 2EH, 3EHELEAT EA AR (3@E
DIFH59.0%), FEOHAEL, 2EBERX1IEBE IV E
i (50.1%) #RL7. &z 57, 3#EEIC2EEDE
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Table 1 Peritoneal leucocyte counts and percentages of
eosinophils from Ascaris-infected mice

No. of eggs Weeks after infections
inoculated 1 9 3
1,000 1.6+0.2X107* 3.7+0.6 3.3+£0.7
8.8+4.4 % 18.1+2.9 9.6+3.4
5,000 2.0+0.3 3.0+0.2 3.2+0.5
4.1+3.0 11.5+1.5 18.9+2.8
1,00041,000 5.0+0.9 3.3+£0.6
(with a 2-week-interval) 34.1+5.5 3.2+1.2

* Mean=*SE of five mice.

Table 2 Peritoneal leucocyte counts and
percentages of eosinophils from mice
repeatedly infected with Ascaris suum

No. of Peritoneal Percentages
. . leucocytes of eosinophils
infections
(ranges) (ranges)
3 3.1+0.2X107t 23.7+1.8%
(1.2- 4.7) (14.0-44.0)
4 6.0+0.4 23.8+1.1
(4.3- 7.7) (17.0-26.0)
5 7.7+0.9 30.0+2.9
(5.4-10.5) (22.0-40.0)

* 1,000 eggs were administered with 2-week-
intervals.

1 Peritoneal cells were harvested 7 days after
the last infection. Mean+SE.

Table 4 Peritoneal leucocyte counts and
percentages of eosinophils from mice
intraperitoneally inoculated
with Ascaris-eggs

Doses Peritoneal . Percentages of

of X. No. of leucocytes eosinophils
eggs injections (ranges) (ranges)

500X 5 3.44+0.2X10™  39.2+4.6

(2.2-4.8) (26.0-53.5)

2,000X 5 4.2+0.2 34.3+1.9

(3.3-5.4) (27.0-42.5)

10,000X 5 4.3+0.1 36.8+3.4

(3.7-4.6) (27.5-57.0)

2,000%X10 7.4+0.5 37.7+1.2

(5.6-9.4) (32.7-43.7)

Table 3 Peritoneal leucocyte counts and percen-

tages of eosinophils from Ascaris-
antigen (Asc)-sensitized mice

* Peritoneal cells were harvested 48 hours
after the last egg-injection.
Mean=+SE of 5 mice

Table 5 Peritoneal leucocyte counts and
percentages of eosinophils at various
times after the last egg-injection

Peritoneal Percentages of
Dose of Asc* leucocytes eosinophils Hours* Peritoneal Percentages
(ranges) (ranges) ours leucocytes of eosinophils
2 mg 2.94+0.2X107t 31.5+2.7% 24 5.8+0.9%X107t 20.0+1.4%
(2.6-3.1) (7.7-35.3) 36 8.6+0.3 31.2+7.2
0.5 1.7+0.4 38.0+9.2 48 7.4%+0.5 37.7+1.2
1.1-2.2) (25.0-51.0) 72 NDt 37.2+0.8
0.1 1.9+0.2 31.8+8.3
(1.4-2.5) (13.3-60.0) * Hours after 10th egg-injection (2,000 eggs

* Asc was injected into peritoneal cavities 10
times weekly.

t Peritoneal cells were harvested 48 hours
after Asc injections. Mean +SE.

(117)

per each injection).

t Mean+SE of 4 mice.

1 Not done. Another series of experiment
indicated that almost the same numbers of
peritoneal leucocytes as at 48-hours were
harvested at 72 hours.
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AR % £RER U 72 BE T FIE & 12 E R E O ERER D E
B Thok. O TIEBRABOREIIEEDL L < 3EE
NENLTWBZ VALY DT

T, BPIOERERNEES & 40T, HiH2,000fH: L,
FRaE oD 1 S % 48R I ISR & RER U, MR ER, 45HE
BaORERR, & HICHEMI FmERE, MR OHR
T~ Table6 1 RT X i, JEEMAEEZ, 1 ~
7 E B EHOEORY L IEREEZ R L. Mgk

T, FEBERIMIEICIE3.0% THonic L, 3 [E
Hizi343.0% &L &gz R L, 5EHE, 7EEICD

EEFEE MR L. B, ~s w77 —V%RD, FIE
8.0%, 3[EIH23.0%, 5[EH36.8% L RO & &
Liz. zhicxL <, YV o BRi3fEs6.2%lcxw L, 3
[E1E33.8%, 5[EH18.6% &P DM THOK, HH
BT TIRETH o7 L, mast cell 1T 1 LRI E
Nkt FAEMAML B i3z OMIZIE—E E &7
U7z, IFEEROEIEIFET TIZ9.0% LBED ER %
SRLIOIREE, 3EE B 1% 17.6~24.2% OHFEHT
Ho1- (Table7).

T BREDR S e AR R B I T b ERROMRAT & 172
oz A, BEEMEEEEE L LI © @ & R
L, IFEREROEIS L 5 [EH1245.6% & Hfe IRt G &
EERMEZ R LS, 7EE CEBORYOBEMTH
7o, IFHRERERE R L Y £ <, mastcell b R EH

60

50 o

40 4

11

T
12

weeks

Fig. 1 Percentages of peritoneal eosinophils foll-

owing repeated harvest at various intervals.
O——O : weekly, ® ® : biweekly,
O——0O : once per 3weeks. High respo-
nder mice (over 30%) at the first harvest
(48 hours after 9 weeks) were examined,

through all
injected weekly.

mice.

Table 6 Peritoneal leucocytes induced by multiple injections of Ascaris-eggs

period Ascariseggs were
Mean+SE of your

No. of injections*

1st 3rd 5th 7th
leut 5.3+0.3%x107% 5.9+0.2 5.9+0.3 6.0+0.1
lym 86.2+2.5% 33.8+2.0 18.6+1.6 19.2+1.9
mon 8.0+1.5 23.0+1.8 36.8+2.5 39.2+0.6
Fresh eggs .
neu 2.8+0.6 0.5+0.2 0.2+0.1 0.6+0.1
mas 0 0 0 0
eos 3.0+0.5 43.0+1.8 44.4+1.9 41.0+1.7
leu 7.0+0.2X107 4.8+0.2 4.2+0.4 3.7+0.2
lym 93.8+0.9% 45.8+2.7 21.8+2.5 27.4+3.0
Lyophilized eggs mon 3.0+0.6 33.8+1.9 31.4+1.0 32.0+1.8
neu 1.0+0.4 0.6+0.2 1.2+0.2 1.6+0.5
mas 0 0.2+0.1 0 0.4+0.2
€eos 1.2+0.3 19.4+2.1 45.6+2.6 38.6+2.2

* Peritoneal leucocytes were harvested 48 hours after each injection.
mon : monocytes plus macrophages,

t leu: leucocytes, lym : lymphocytes,
neu : neutrophils, mas : mast cells,
I Mean+SE of five mice.

and eos:

(118)

eosinophils.
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Table 7 Blood leucocytes induced by multiple injections of Ascaris-eggs

No. of injections*

1st 3rd 5th 7th
leut 9960+251/cmmi 10540+326 101204518 11860+872
lym 64.8+1.1% 54.2+2.1 49.2+2.2 53.2+2.6
Fresh eggs mon 5.2+0.4 4.4+0.4 4.6+0.4 5.240.6
neu 21.0+0.8 19.0+0.4 27.6+2.3 24.0+3.2
eos 9.0+0.8 24.2+1.8 18.6+1.9 17.6+1.5
leu 13600+663/cmm 12860+ 585 9360+493 144204297
lym 54.8+1.1% 49.4+2.3 59.5+2.3 41.6+3.0
Lyophilized eggs mon 10.0+0.9 4.4+0.4 4.3+£0.7 4.8+0.4
neu 24.8+0.4 30.2+1.7 30.7£2.5 38.0+2.1
eos 10.4+1.1 16.0+1.3 6.2+0.7 15.4+2.6

* Blood was collected 48 hours after each injection.

t leu: leucocytes, lym : lymphocytes,
and eos : eosinophils.
I Mean+SE of five mice.

100

% cell-adherence to schistosomula

9 11-13  weeks post-infection

Fig. 2 Influences of serum from mice infected
with S. japonicum on cell-adherence to schistoso-
mula of S. japonicum.

7] > 10 cells/schistosomula,

[T > 5 cells/schistosomula (include > 10
cells)

7= (Table6).

Schistosomula (23 X (F 4%

LG T S ¥ i EEER % #BATRE L T schisto-
somula 1238 X IFTHEL R L BRPEMEOHFET T
102 schistosomula {23 L, 10MEDLFEEERKE ML,
BAB:FT 5 L, schistosomula {2 M OfF #H
W bhi-. Fig. 210RT L 9, MM AHRER
RBRYL% ORERTRE & L bICHiET 2 HmE B, Fig.
I IEERE I L B ROBBREBLELICLOTH Y, 80
R IC KL, 4SRRI DIT D DRI OAHERIE

mon : monocytes,

neu : neutrophils,

100

801

60

407

% cell-adherence to schistosomula

201

48 80 hours

Incubation time

Fig. 3 Cell adherence to schistosomula of S.
mansont.
®——@® > 10 cells/schistosomula,
O——0O > 5cells/schistosomula (include
> 10 cells)

V. viability [ZHIIOAFE ORRE L IEEEET S LI
SV, BARFEmMEE (Schistosoma japonicum)
BRI E CURYL R 1B ME ORI TIE  viability DK
TRALRAEWD, Be#19, 20O ME TIEZ PKT
NEH iz (Table8). =Y AEMPEHE (S. man-
soni) TIHREZILADMIFICHB W T viability OfKT
NElEEshie (Table8).

(119)
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Table 8 Viabilities of schistosomula

after co-cultivation with eosinophils

EXp;Ir(l)r‘nent Serum added eg]\s,ilrtllégﬁitls eoleVc:;}}:ils*

1 SJ(13 weeks) No 1t 100 100
SJ(13 weeks) No 2 100 100
NMSI 100

2 SJ(19 weeks) No 1 100 88.0
SJ(20 weeks) No 1 100 81.8

3 SM(11 weeks) No 1§ 93.3 73.3
SM (11 weeks) No 2 93.3 83.3
NMS 100

* 102 schistosomula were co-cultivated with 105 eosinophils.
t Serum from 13-week-S. japonicum infected mouse was added to schistoso-

mula of S. japonicum.
T NMS : normal mouse serum

§ Serum from 11-week-S. mansoni infected mouse serum was added to schi-

stosomula of S. mansoni.

£ =

ENEY MEBA~BIER EOVRERERET S Z
LI RO THEIREL 2 BT 2 ERRI T TIIHL 2
bEbhTWS (Litt, 1960). bivbh b 7 # EHEHLR
(Asc) % dinitrophenyl {b Asc D KEIEENESHIC X >
THREBOEREETBKRES 2 B S® 7 (Kasuya et al.,
1977, AR« KK, 1982a). Z 9 LIcFMERIEE DA B
=X L% Litt (1961) (X immune complex {ZX % D
ThDLEEmL, Ward et al., (1966) % immune com-
plex [ZO&ED3L C D RICL B LD THB L L,
eosinophil chemotactic factor of complement (ECF-C)
T AW E DR & 7207 dd, X 52, Tanaka et al’
(1979) 37 7 EHkpEHEI ECF 2 FEETSZ L & 3
L, FERICIS2TOERBZ ShBFREKELTILRD
—HEH LI L. _

LEbhbiid, 7#EHREFNT, <7 RAFEERY
ZOFREERF L. 2BEHEHRTH S Asc O
REMENEHTE, LTy b TRESHSZEEEY
IR L I B SN2 (Table3). %/, 7
F EREYE~ v 2 OIS, < v Y UELERHR
&Yt (Butterworth et al., 1975), KR[E[HEKY: (Sugane
and Oshima, 1980) T#H#& Shicis ERBOFEHEII R
H&hzhofk (Tables 1, 2). EREWOME, F4
BREOHRICL Y, HBERHEENELERTHD LEX
b, P bkokikicthl, 74 EIHRIIOKEREENE
HAFRIRES OERBICERTWS Z VAL L 222

7z (Table4).

RO KAEREIENBEEC X D IFERERIEZ D A 1 = X 1
DRI S % ORMETH 52, ECF-C 0EZIZL®
£ DR D 2 EBENPTE S, KiF - AHH (1981) i3,
AAMEmE s mipic ECF OFET2Z L% in vitro
DFRTHH LIc. bhvbh o7 & EhII0EENES O
ERICBWNT D, MBS (ERIERE) D48FFHI% D
fHZ9.0% &, BEQHFMIRELSTD LN, & i
BRI RIS B3 T b [FIFREE DI BEER IS S 5348
gE3nsz bbb, 7Y EHIICY ECF OFEET 57
BMEbLEX DD (Table7). Ld L, MEHEFEMEROH
LEIPEERETIRELAE AL, SERXVEHT S
b WmPIn ECF OfEF X v, SEifas, skl
OREN X ViR E iz (Table6).

Schriber and Zucker-Franklin (1975) 75 v 7 &
BIFIC, b -7 w7 Y rEa—tL, 7y MERRAIC
EH L, MAPFBEROME LB LD, T ORIk
ZNRERLRBUE OFIE L AT 52 L ENDHT
HBIZ mediate S B LD LWL L. Fi Vadas
(1981) % keyhole limpet hemocyanin % complete Fre-
und’s adjuvant & & biZ< 7 RZHIETBEE, 2 HANC
cyclophosphamide ##t5-%+% Z Lic X->THEH /zifn
HEERE L EERTX L ERE L. LIHH, X
— P A TREIOBEVRI b &nb, THI
PEELTWBZ LERR LK.

—7, ABAHKTREL TEEE S IR =AY 7R
B X > THHIBFRERME I FRTED 3T v b

(120)



(Archer and Hirsch, 1963), £/ % v b (Gleich and
Loegering, 1973) Z{#H LTy Clc@E s, Fig.1
T RIIOEENER 2 M 1 EE L, BRIk
THiRE EIRT SRR A, 1EBE, 2@BEICL
A, BB X0 LER & O CIFBEROEIE S
AT 20 LT, 2EBEOREETIL I LIBRR
NED LNV LER LK. #Eo TIHFRNIEIRD
HMLEEADREZLLOL TV LD LIERTE.

Asc L BUIOMFEEER IS OFREL T 5 L, IR
HRE I B IRRERE DB BIC S0 0T, IFIROEIE
¥, AEOERTIEEMEEREETH Y, Asc BIE
BT AENKE Do h3(Tables3, 4), Balb/c Z{F
FL-BI0ER (k%EF) T3 Asc BRIEREOIFEERD
BAI1TFH20.2% (FiFH15.3~25.3%) THSHATE
B Cld e holz. $E0T intact 75 MIRORFOHURM:, B
FROFRET e & B EIRIESIC L o TEELEKE
HoTna001b L.

BURERINC X o T b, M ArEEkiES &
TEHZ LN D, BIIOARTZ ORIEDERITT DD
b EEph3h, 4RIV TRGHY,
SR IR S VB TE B (Tables6, 7), 3
LWEFEE SbIckRaPTH .

ARETHEL, WML~ v 2 FBERE, BEH
YD T © BAELRSE, < v Y v ERRREO
schistosomula I2f% LEETHEREZRRFLT W ST
LB L ol (Figs.2, 3, Table8). Z DB
2% 1gG 2535 L (Kassis et al., 1979), FBRICEE
% major basic protein (Butterworth et al. 1979),
peroxidase (Jong et al. 1981), cationic protein (McLa-
ren et al. 1981) 7z ¥ OEHEEANER SR TNSA,
AEFFIH L TELNIIFERIRD Z 5 LI a8 T o
LA5REIETES LN LEbhD.

E 0B

- & [Ad (Ascaris suum) %A T, ddy =7 2 D4F
BERBL KIS E R L, UTORmES:

1) FrEBERE (1EBIURE), 76
PR (Asc) BIU T Z[EHRIE (RIF) O RKEEERK
T X B IEREIFREER % D AT HE & AT L 7SR, @0
REMEERRAIEDHIE, HFBEROFIE DRI bHTRD
BRI FETHDZ L Bbholk.

2) HEEE~ v A4 PL500~10,000fF & L, i 1 [E],
MRS ~ER L7t ZOREANTREHICEREEIS
Lz oz,
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3) EREMIRER, FEREROEFIEE, BIBEHESE,
48, 72 TIBERBETH Ok

4) JERMmEAERER O MR 1~ 28 i LE 2 ER
T, FEEROFSTOERREEEL Y 2, 3 [EH ORI
DIEINEFICEHETHO-. SHEEOEWMTIIZNX
) I EEIMIEED bl o7

5) 4¥ 1 [E, 2,000fE" RIFES & 1TV, Bl i< I8
FEHmBa 2 BRI LA, 3BIHOEHFEZ LY 1IEHZY
OIS .9X 107, FEAER43.0% L EHIL, EBHIH
i (78%C) BIERBRECMEE, FEERORIE LK
Sfc. RHIMFBEKIEI T CICEL V9.0% L BE L &
ERL, 3MIC24.2% L S HITH#% LTz,

6) ZoFHickoTELNHRE, TTAF VY
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A METHOD OF INDUCTION OF EOSINOPHILIA IN MICE
SENSITIZED WITH EGGS OF ASCARIS SUUM

SHIRO KASUYA AND HIrROsHI OHTOMO
(Department of Parasitology, School of Medicine,
Gifu University, Gifu 500 Japan)

The induction ot eosinophilia of ddY mice with Ascaris suum was studied. The resulst are
as follows :

1) A large number of peritoneal cells contained high percentage ot eosinophils were har-
vested from mice sensitized with Ascaris-egg (intraperitoneally inoculated). The sensitization with
Ascaris-antigen or infections (single or multiple) were less effective to induce the peritoneal accu-
mulations of eosinophils than sensitizations wtih the eggs.

2) The numbers of peritoneal cells (or eosinophils) were almost identical at 36, 48 and 72
hours after the last injection of the eggs.

3) The percentages of peritoneal eosinophils were increased when peritoneal cells were har-
vested with one- or two-week-intervals, but not increased with three-week-intervals.

4) In the experimental system with weekly intraperitoneal injections wtih 2,000 eggs per
animal and cells were harvested biweekly 48 hours atter egg-injections. the percentages of eosino-
phils were markedly increased to 43.0% and total cells were 5.9%X107 3 weeks after, then the
levels continued to the end of experiment (7 weeks). On the other hand, eosinophils in peripheral
blood were slightly increased at first injection with the eggs and reached to 24 % 3 weeks after,
then persisted at almost equal levels.

5) Eosinophils were partially purified (60-80 %) with a removal of plastic-adherent-cells from
the peritoneal cells harvested from egg-sensitized mice. This cell fraction adhere to schistosomula
of both Schistosoma japonicum and S. mansoni in the presence of serum from infected mice in

vitro, and the viabilities of schistosomula were decreased.
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