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INGEBRO BIiE EO%kETS ZLitk-T, O
IB#REPIC cysticercoid DA —EERRSL LT fEE~ v
RFFEEO BINC & A% OBGIC kT 5507 P &
WAL, BRLLZERCEST2ONERTHD. L
Lz 0Bh <y 2D MNGARIC XY 5 FRGLIERE
b, HARBREH (Okamoto, 1968), HUIARAMALML
# ATS oME (Okamoto and Koizumi, 1972), =
—F YU RLE (Okamoto, 1969) 7z ¥z X » T #»TH
RECHTL, ZORE, ch b DUBEEZT vV A TR
BRENESICHNT S L9 k5. ZhbOLEIn
FRUEEORBEREET, Bic) v BOoRPE LD
FHLOTHD Lz HND, FROMILEDFERE & T DR
DEXDY v ERO%H) L O OBERSER SN D.

—%, VU oEREEOEE, BEEOEV,D, TH
K1, BRI S bR TS, FAEMEERO REO
B, Zhb Y U SEHSHA OREIZRELTNDLOLE
2 bR TWBRRIEEERICHIET 5 VWbh Y B5E2RE
BB TR LIC S W, TRILORE] £0b O&EK
Wiz L LTS, Snbw, MNEEB—<TZADRT
X, RO XS AP EREOEMESRD DD, £
=T, Bxld, THIK L BRIICEhEZhE oI/
KiE+ L vwbh T3 cyclophosphamide (Pouter and
Turk, 1972; Stockman et al., 1973; Winkelstein,
1973) ®FBRLEDOHHBR DO NWA WA RZRICEE~ Y AT
BEL, BREGHECESLZBELIL Z2FKDD
MB¥EDT, &5IT cyclophosphamide DJFHIE Y
VBT B Thy-1, 2 BRI & SEIRILERIC 355
75 7 MK (PFC) e XETRELBIEL, /IE
ZBORLEORE L Zh bHREOREICOWTEEEZR
KIDTEET 5.

BRAZEEFMEGDYFEHE

HHERUVFE

INHEBORYER (Ek1.), O c Thy1,2
R, ERMmIKCHT 2 PFC OROHB & BT
2B (EER2.) ok, wWFhb ICR FRev A, Wi
b5~ 6B, KE2~28g LRV, BERE
B F o NB& R BINE, YBEEIC B W T direct
cycle 12X VRS T3 BADZIHEI X D EDCD
»% Berntzen and Voge (1965) MFEEIC X Y AL
bDTHB. <RI EORE L BT, K
Yo, FERYe L bic 1LY Y 2,000/ TH -7,

Cyclophosphamide (¥E#pzsfigk, LIF CY & 17
+5) FEEAREAKICHEMRE, EHIC00mgks &7
7 2 DIEIENICESR L.

# Brain associated Thy-1,2Mni% (UATF#l Thy-
1,2 ik L BT 5) BUFOFET EMLE. 55
» C3H =% 20Kz BSS % 2.5ml X THEY X
— }L72#%, %E® Freund’s complete adjuvant b4
Mziz. 20 1ml ¥4 F0 gTFic 1 EMRRET 2 EE
WL, ZO%E bic 3EMEIC 1 EER, o 3EkH%&
Y FX YV eRnEBo Ay, MEEOMLE. €0
%% C3H =¥ A DFRMIRIECICFHE Y F— FTH
IZL, 56C 30 FEMBb L. iz oHt Thy-1, 21
BT in vitro \CBWT, 2,048{EDFRBETHERA L
B, C3H =7 2 OffHupE st L50% D cytotoxicity
ZoRLTe.

Cytotoxic test W eHifkix, ELEY PXVE
7- 1% (GPS) T& 5. Cohen and Schlesinger (1970)
DFIHE, GPS HicEENS AR D 5 Ml
izt 3 BROMBBFELRE L. Thebb GPS 1
ml (2% L Noble agar (Difco) 80mg %Nz, 3053fH
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Fig. 1 Schedules of experiments and stages of Hyvmenolepis nana in mice.

FESIEE LI, 3,000rpm T5 HiELL, Hohic
FERERERE L. RIS >TE, 20 GPS 1A
iz RPMI164085#E 2 RE Mz T Awle. %7 PFC
DRI, WL LTENE Y MR (2
T%, 1ml AV) 2Z&KBE/K1ml THEL THW:.

£ Rl

CY ElENENT 2z itk ST ZAD/NESE
FRLBSHREIC E D X O BB S 0k, HIFRER
i LT CY B0 ZVWANAEX TR L.
ZFh oA, Fig. 1Rl =7 2ICY &
HURWHBRE 1AL, CY EHT5ERM (1, I,
I, IVERUV) 5O 6 HE AR L. MR#EO<Y 2
128, /N4 HEE 2,000 A% & ORICHG L CHIRS
(day 0) %47\, =D 5 H#% (day 5) R L < 2,000
BEerEoEbE L TERY, Eoiczn4H#E (day Dic
< TR ERL, BERICEEL TS PRGHERE DR
DIFEERFERT 5 L L big, BREBERICFELTWS
FRUHRD cysticercoids M3(% Hunninen (1935)
DFEITHE > THFMET TR, ERE IHO<T R
X, RLoOnTH (day —1) ic CY 400 mgkg % &
S UDEERNICERF LTV LD T, ZOERZEH
(day 0) Ic¥IRYe, =D 5 B (day 5) WCHEEY, &
SICERYt 4 HE (day 9) KHBHO HFELFALX
51z, FRHLLBREND cysticercoids ZRE L. E
Bos EETIE, Y05 HAT (day —5) iT, FERE
METIE, MRGEDI0BHT (day —10) e ZhZh CY
400 mg/kg % HH UHMIEAIC EHL, Z0 %K
#u (day 0) & BHRY: (day 5) & 17 - T MBI O i
cysticercoids OEAEREF AT, ERE IV HETE,

TEGet:, Wb 5 tissue phase (cysticercoids A3
BENICIFET 2RI CHRIPREZOK 4 AfZ &)
EREELTUE >R Y 2 BG4 6 A B (day 6)
2 CY 400 mg/kg # EREAICESH L, BH (day 7)
CHRBEEZIT, TOREORE L BHRY% 4 HE (day
11) L=y 2 EF L TR~ Sbic, HIVEE LR,
WIRkYLt% tissue phase Zf%iE L7z BT, hoIVEE
LIZRRY, FRYo 6 ARNC CY % HEHT5% ERE
V#E HEL. ZO#EVEIT tissue phase RiB%
CY Z2HERNT DLV IR TIIEREVE L, PR
RFEYE LY, HIMEEEN TR <EARC CY
EHEFNLTBL W) TR FIHL kRN T 52
LR RS X5 BREEE AL O THE. Ei
Fig. 112i%, F—EEAHNT PIURYG L B AR OF
EHROFNREND, HREOEIZE > T Tissue phase
L lumenal phase (FREM» BEFBICHFETD I IOk
S>72EH]) DY D phase IZ BELTWSE2 L KRS h
TWW5:

Ez B2,

CY #E5#o~y 2B v &N D Thy-1, 28
PRI N PFC B0 BB 2 i7/z. ICR %
<7 22 CY 400 mg/kg % 1 [MEEAN~EH L, R
FECII S AZEEAK 0.2 ml ZHEH L. EBRL OF 1
B, BOIRLROENFOZTAZH LR UEREMCTS
%, FEMBORNEITI Yo TiE, CY HEREL
2, 4 HBICARS <=y 2iTiF, CY EHOFTHIZ, CY
EH#%6, SHBIC AL~y 2T EHES B,
CY 78H£11, 140 BICH~5 < ¥ 2103 EH£10H H
i FNEN2,000 D B AL L.
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PRI Y o RN D Thy-1,2 BHERIM O 24k 1
S B HRHY 72 HeER LRI EII LA T 0B TR 7o,
SRR O CY HH#£1, 2, 4, 6, 8, 11X WNIZ14H A
iZ ICR %~V DMl 6 PLFH96PLEZEL, £~
D OfEH LB Y v i, miEeislifsz R Y
Bru 7%, RPMI 1,640853 9 T8k% FIV T HHIL,
RNTRFEE £y PTER, ¥ E7)—ERy +T
BEHERE L7ct8, M-1502 v & = O MBS EE LT
TE L. DLk o ORI R MR & L CEEI4EL
7. ¥R, $U Thy-1,203%, #AELO i KRR
DENZEN0.05ml ForIREBFIZANTLZLD, RO
i Thy-1,2Mf{F F 721 62 Rz B E2HAEL,
N5 E37C TOHMIRE LI, KB LT RE2E
¥, Zh bz trypan blue ¥ (0.2% trypan
blue ¥k 44+4.25% NaCl %E#E14) 0.1ml %0
ZTEEREL 72 b DIz W CIERIMI Sk 2 % %, Thy-
1,2 (AR scE: BH L7z (Gorerer al., 1956). EBR
0%, MERE AR ET200fEOKME X, $T Thy-1,
2 i & MBEOTIMC L Y R LMK % Thy-1,28
MR L L, Z0BEIE L R HIE L Rkt v
Thy-1,2 BEtEAmba g FHH L 7=

Riz, CY HE#OBHEEY v &iHND PFC OfH
HiH% % Cunningham and Szenberg (1968) D Fik
IR/t > TNz, HBEKO CY 400 mg/kg fEREANTE:
H#1, 2, 4, 6, 8, 11 IC14HBIZ ICR =7 2

-
-
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MERER 6 IUEH96IEZ R L, FhEhd b L g
YUREiRFER L. chbo=y i, 5 AN
b LU EFRMEK (SRBC) 5 X108 {HZ HIENICHE
ELBESRTWbD0THS. HHLZE~T 2D
EEY v 3k A4 — 7 v MEM BRI AR REY
ey FTERE, ¥r T Y-y NTRENEREL
#%, M-1502 v v =2 &L, FICHEE T3 ETEEL,
JERRE Y Vi 1 EY Y 0.5m] DOHIfZERZ TR L
7o T OHIBEREEENR0.4ml 2, 50% SRBC ¥#0.05
ml BLIOENLE Y MNERAHERN0.05ml ZMx TR
4 L, Cunningham @ chamber WIZHEA, T 7 4 »-
Tv Y VB TE L. ZhE 37C 4543 incubate
L, #®D%# chamber NDOWIMBREE$ %, Zhick
VEBMEIIE Y i Y o PFC R¥kZHM L.

¥ R

E OBRIL.

INEEBBYLC X5 EE~ U A0 BHEIC RiET
CY B OEES Fig. LIFTERBREICIE > TR
Liz. BT Table 1. 2 RL7. ¥R 5 HERICH
Bied [To7- SHBEES L O~< v AP 1 LT cysticer-
coids DHEEF IO, T OHFEFIHmDTH< (3
&), Y D4LT_TITiE, FRYEE R Twied
oz, CY B EfTo08 EI~HEVEHE) TIKRD

Table 17 Effect of cyclophosphamide (400 mg/kg, ip) on the reinfection with
Hymenolepis nana in mice

No. of reinfected

Group No. of cysticercoids* in individual mice
No. of challenged
Control 1/ 5 M 0 0
F 0 0 3
I 14/14 M 11 42 46 47 64 69
F 17 18 31 43 79 242 314 325
I 7/ 9 M 13 89 119 119
F 0 0 24 62 120
m 4/15 M 0 0 0 0 0 1
F 0 0 0 0 0 0 2 4 172
v 2/10 M 0 0 0 0 1
F 0 0 0 0 2
\'% 2/10 M 0 0 0 2 407
F 0 0 0 0 0

M; male F; female

* The criteria for the reinfection are the presence of cysticercoids in the intestinal villi.
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R chote. CY HHEHIZ2,000 0 HIFTHRE
OMICHIREE L, =05 HEZIZFE T < 2,000 fE0HIFT
BOMICERY LI TRHTIE, BE6IT, 8T ~T
MNERRYLERD cysticercoids (B 11{H, F2325(#)

REAELTWe. Ei, #IRREE0 S5 BANC CY 2EH
LB OB, BAOTRTRFRE LD, HES
PLH 2 PTG ERGIERD bhviehole. LA LPIRRG:
DI0ARTNC CY B EZT 7z FMBETIE, FREDR
SEUZRhoted O A HE6 PLE 5 G, #E 9 PLrh 6 PLTEFE
L, BRSNS L TWe=w 7 2DPATH, cysticer-

coids DHEEKN L~ AfHL DDl DD <
Y 2 1EIZ172fE L v 9 cysticercoids D FHAER B S
BlbHolh, ZhixZoFERDAELL (16.0g),

CY BHBOKEREMPENZLDTHO. —F, #
RRuiL# 4 HE D tissue phase # R U7, 74
PHLIBE% 5 HEIC CY 28EH, O EHR%6EHE
WCEBYE ToEVEETIE, # 5 Pt 2T (cysticer-

coids % 2 8 & 407{HE) IC R & R ds, 2D 5 5407
fHD cysticercoids % L TWe= v 2% FERD
13.79) NE LWL D THO. Fiz, TOEVEHOM
=T RCEFRE LI DI Aok, BiZ, BRERED
BiEIC CY 2BH L BIVEETIE, BRYUIFRA ER
SR, EPZ2IED =Y RITHED cysticercoids(1
fEL 2) DHEERRDBICEE 27k,

£ B2,

CY 400mg/kg 2~ 2D FIEN I EHRTH L LD
i, EBRL. OBE LR HEDOLIATRLIEELD
2 CY BT HICHII,000EZRAOE LIy 2%
1, 2, 4HHIZ, EHE%S5 HHI122,000/F B Ii#%kE L=
w2 %6, 8HHIC, FICHEFH%I0A Hiz 2,000 f&#RIFHE
Elz=y 2% 11, YHEKZAENL FZL, Thy-1,2
MR R L O PRFC B2 HE L. Z0 #HRiE,
Fig. 2ITRTEY THS.

E#¥<T ADOBEREY > H/iic 8133 Thy-1,25#%
W OEISE, MR EE L T51.3+£0.7% D fEERL
725, CY #BEHT5 L 2 HBKIX HEKD 32.9£1.9%
FCETL, BR#4HEETREE~VRADENRLD
LIEER o, L LEH#E6 BHEIY, 205D
BESENIc LR L, 11 B BIC3BEE60.611.2%IC
#EL, YA BIRIBEEREIENLDOLE 2. —
¥, BHIREEGE EX <Y 2 T BRI Y v i1 EY
Y, FE32.0X108 HTHO b DA, HEH24EEEHIC
137.7x10¢ fE, 4 H BICZHRIE D 3.2X108 8 12 % T

100

O——O0 Thy-1,2 positive cell
&—® PFC

[+
o

Number of cells (%)
o
=)

»
[=]

20

gv 5 10 15
Days after injection

Fig. 2 Influence of cyclophosphamide on the
population of Thy-1,2 positive cells and pla-
que forming cells (PFC) in the mesenteric
lymph nodes from ICR mice injected intra-
peritoneally with the drug (400 mg/kg) on day
0. All the plots are given as geometic mean
percent=SE for the control values.

YLl Z0O% 6 HE X VRAICEEEML, 14HHIT
1316.7X108 A CH 2. JBHE Vv HiLfEE b D
Thy-1,2 Bt Ek % @Mkask L Thy-1,2 B D
HRY VHETZLEE~Y2%#100% (16.5X 108{8)

L Lol &, EE24ERMBIC20%ICET, 4 HEIRZK
&P 6.7% (1.1X108 fE) & RL7z. 6 HEEX VR~
WEEREML, 140 BHT55.8% (9.2X10¢ ) & I1ZIEE
HAED 1 ETEEL.

Zhizxt L, PFC D #EBIX BRHIEY v H#id Y,
LB R (day 0) THH7 X102 fi (Zh# 100%
L+3) TholzbdR, CY N 24 Bk Ed
3H(0.4%) TR L% D% 8 H B £ TIFRA EHE,
A% TLI3E (1.8%) 2 RTICBES, ERIMZ
WU THED TREE R HHT T,

7£3, sublethal dose TH» % CY 400mg/kg % # 5
Liz#i4, Thy-1,2 BEHEMKEE XY PFC iz T
B o aEZ R APk,

z B
INBERBICHT BIEE~ 7 A ORGSR, TH
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DA ZIHIT 53 L vbh b HidRREHZ IR Y 2
Lic= v 2R, HilRAAaiGg &35 Lic< v 2 T3l
DIEIHIBERL, BEICHERBRYESRITS & ik
5. 2L, ZThETEEFENTTMROZES Y EE
BIEL, ZhlFRYEGHENEN L DBBREFH~LD
L LR, 22T, EH LIk BRI
BIZHi T3 L vwbhTnd CY 2=v 2 BE5L
INELBIZHT S <Y 20 BRI RET $EE A
B L EbICBREY o #iN © Thy-1,2 fiEHl &
PFC DR ARHER 2 BBRL /2.

EHE~Y ZATHLNDFRYLBHEED, 400mgkg &
W9 = RI2L DT sublethal dose @ CY HEiIC Xk
OTEDE I BB LRZ T eRMN LI 5, WK
ZRfHIC CY EHETO & BHHEMET L, B
BREICKRIIL, %75 AfNc CY EHLHA LEL
DEMVER bR L L, EHEE»LHRYE TOM
BT, BREIMEIEShz. Zoz i, HEks
ZOmRYG: (BE) AT CY % ST 232 phEE
EF 253Dt FHTHHZLERLTVWS. &
2, MIRGE T, DOBBREANC CY & &5 L B
WCOFREORIIRETHZ2HELED bz, —F,
CY ZJEREAIC S L 72 & &, BRI v > X SR o
Thy-1,2 BtE#lE 2 PFC ® i3, WFhd ZELWE
DERLEEY, 20X ZRVERLEBEORBEL LD
12, Thy-1,2 iM%k o 812 PFC %0 £81L D
FHZEH L DB DH B Z LAVRENT. Thy-1,25H:
Mk D CY ERNEORANHSEE RoL, HEk4
AHIZREEZ RLEZOL, ZhUBITARORIE L &
BIZHRAICHEIMERMZ R L, 148 BICIEFEDK 12
CETEEERRTZ L VWOIBER L. ZhicHL,
PFC ¥ 8T CY HH 24m5RI% Iz L A L %
L, AERHMEZEC TERE GERIGEVWIRE) 0%
Tholk. Tibh, FERODEFTOE THIBEELD
FICHSRERIBEE D b 2 I Y v R HiNTD CY &
#D Thy-1,2 FHE#lag & PFC BRI A7
ERVED LN

22T, CY IEHHo X 3 BHfE O BT & Bk L &
Thy-1,2 BEtEMlask & PFC %o #B % s+ 5s L,
RO¥ERZ ENERS K 5. ¥, BiffEL Thy-1,2
PRt OHER & 2 O EBR L IGA, PIRGRITH I
CY Eit L~y x GEIE) Tk, PiffEFRICEE
BB %E b cysticercoids BEHMENIZBALTNS
#if, +7/2b b tissue phase [ZHIN T 2 HfEH, Thy-
1, 2BBMEMIAEAMET LTWA Z Lig/n s, EIFmRy
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5 HAll GEIE) O HAHEE ke Thy-1,2BMH
REDRTHL S LA tissue phase BNERVE
RYBFHPESE LI WHAIAR bz, FhicxL,
10BRT (M) i BERIALLOTE, EFHEOK
2 Ti2H2A%, Thy-1, 2B EIERL T
B L pIRgL ik AS tissue phase B L TV 56
HLVERY, O TEHE~ Y 2 LD IR
SNTHER, BRI Bt Riiczot Zxbh
5. Wi, HUEEERENP—>DIFEL L THWk PFC
BOWR LBHHIRE L 235 L TEET 5 &, PFC 3038
HTEMBTH Y, FHEREEEPMETLTWSEEXDN
SEHNCE L, O, FMHEOWTHOHEAD tissue
phase # &l LTWB Z LIz 545, FRRYBHHIREIC
LT ZDETAERE3BICHL, EB—RBEER
LTixwizhotk.

ZDZ k¥, Thy-1,2 [BIEHIKEER D WK L tissue
phase BE/ 3 Z LBFERYEEASICL, PFC %R
B, HEPHOTHLHHEIFRINI 5 LEEKT
3. 62T, /INESRBIRYLRE OPHIRE O FE I I HUAE
EOEL WS XY, T8L5 Thy-1, 2 BB A H
DYV EZERTILEEDS . I 5IC PIRLEEIC CY
HEHRHZLTS (BIV, EVE) PifEICE 8 it W
X, PR X W RMES Wil (Ghigiefaim )
FHi3Re CY i3, HEZRELEAZVWEE FTLOoN
bLiviEv. ZORICEALTIESHE:, BTz EDR
MNEMXZLENDHSD.

B, —MICAERDOHEIENT LA EDORA, TH
KBOBE LG L LTHFEShTWS. HifkEACE
7% helper T cell, #sMEDAEMEIC &+ 5 killer
T cell 72 ¥, THIFD BEEX SkicbioTRY, &
5I21¥ mediator ZEH L THESL< /77 —Y D
WEAZZICOEE LTS EERTWS. 2k L
TeAERE, THIRE (RRcBRIEY > o~&iN® Thy-1,2
B L LT 272 b DTS B8 A, IS HUR
Pzt D HE OB EE A REIEHOTNWS T L
ERLTWELDLEEIRTELD.

= =1

Cyclophosphamide (CY) #~<=v 2 IZiEHL, /NESK
BT B BB I R E T B R BT B L L b
2, CY B X 2B Y v &N Thy-1, 2Bt
Wipa L ERmERIcHT 2 PFC ¥ RHWHERBZ B
Zlick Y, RFEBORKYC Thy-1, 2 Bz PFC
Bz hboTnarERF L. B0 h 7 R
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13, KOWY Th 5.

(1) /B4R O FIREERNIC CY 400 mg/kg % HH
LizBAicix, ERiCH L kI BRRES R L
oo UL, B> SPRLE TORBI#ELIY,
MRBGE P SERLEANC CY 2 BE Lz &0, B
BUORBFRIEEE .

(2) CY <=y rcERLILE, BREY v 8RN
® Thy-1, 2 BRI EGE, R4 % ICIERE D20
%IZBA L, 4 HBCIRIEHEDE6. 7% %R LIDL, H
ROREBE & bICEEREMNL, 148 BI2REREDIRE
o ETHEI/ LI, Zhicx L, PFC ¥ iki24m s
i, FhA EHERIGEVIRIEL 72 Y, = OIREBIZERY
AR L 72

(3) Thy-1,2 (MRS D B LT % ] & #Iik
Yulsk D cysticercoids MEFREMIZEA LT 5 REH]
F7b b tissue phase LBEAEOLL X, AHICHR
AR LTz, LA L, PFC ¥R & YL 1k
HE & DI EHE O BT B #Ed o 1.

(4) B R, /IEEBRLR O HiHESEIc
1%, Thy-1, 2BHMRAD bbb D % BEHET 3 LEN D
5 LERLTNS.
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EFFECT OF CYCLOPHOSPHAMIDE ON ACQUIRED IMMUNITY TO
HYMENOLEPIS NANA IN MICE — POPULATION DYNAMICS OF
THY-1, 2 POSITIVE CELLS AND PLAQUE FORMING CELLS
AND HOST REACTIVITY TO CHALLENGE INFECTION —

SHINGO UCHIDA, HiroKO SUZUKI, FUMINORI NAKAMURA,
KAzUHITO ASANO AND KENICHI OKAMOTO
(Department of Medical Biology, School of Medicine,
Showa University, Tokvo, Japan)

In some factors responsible for the strong acquired immunity to Fymenolepis nana, the
thymus has been assigned a role in the rejection of cysticercoids from the intestinal villi of
the mouse, although no clear evidence for the participation of T lymphocytes yet available.

In the present study, we delineated the chages of acquired immunity to H. nana in
mice injected intraperitoneally with a single dose of cyclophosphamide (CY, 400 mg/kg) at
various times before or after the immunizing infection. The population dynamics of Thy-1, 2
positive cells and plaque forming cells to sheep red blood cell were also observed in the
mesenteric lymph nodes from ICR mice treated intraperitoneally with CY.

All of the mice injected with CY on the day before the immunizing infection (on day —1)
showed a marked reduction of acquired immunity; they were all positive for cysticercoids
from reinfection. Some of the mice injected on day —10 and —5 relative to immunizing in-
fection, and the majority of them injected on day +5 and 46, at which time the tissue
phase already elapsed, were negative for the cysticercoids.

The depression of the poupulation of Thy-1, 2 positive cells continued through the 4th
day after CY treatment. Thereafter the population of Thy-1,2 positive cells showed a
gradual rise on day +6, then restored about a half to normal level on day +14. The popu-
lation of plaque forming cells showed dramatic elimination immediately after the CY treat-
ment and they remained markedly eliminated for the duration of this study.

A notable point in these experiments was the fall in the population of Thy-1,2
positive cells in the mesenteric lymph nodes during the first 4 to 5 days of CY treatment.
CY-treated mice showed the most remarkable reduction of protective immunity to F. nana
challenge, when the mice were treated immediately before the immunizing infection. These
results were interpreted to indicate that the host resistance to the challenge was influenced

by the population of Thy-1, 2 positive cells during the tissue phase of immunizing infection.
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