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A comparison was made on the susceptibility of 9 strains of mice against infection with 2 virulent
strains of M. intracellulare. C57BL/6, BALB/c and CF; mice were found to be susceptible; number
of colony-formers increased in the livers and the spleens of these mice when inoculated with 107 viable
Histopathologically a large number of granulomas appeared in the livers and
the spleens of mice when tested on the 21st day after infection. Other 6 strains of mice (A[J, ASW,
CBA, C3H/He, DBA/2 and ddY) were resistant; number of colony-formers did not increase in the

livers and the spleens, and only small numbers of granulomas could be detected at the 21st day after

bacilli intravenously.

infection.

From these results, it was thought that the different susceptibilities in different mouse strains

were controlled genetically by non-H-2 linked gene(s), because mice with the same H-2 haplotype,
BALB/c and DBA/2, showed different susceptibility to M. intracellulare.

C57BL/6 mice were susceptible against low virulent M. intracellulare; number of colony-formers

in the spleens and the lungs decreased once 3 weeks after infection, and then continued to increase

till 45 weeks of observation period. Severe granulomatous lesions appeared in the livers, the spleens

and the lungs at the later stage of infection.
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BB PUEEEEAE (AM. fE) OPFFRI LY 7s in vivo 5
BADDECH D, SFTCBEABIBEE~Y A%
WP LSRR VR X T BP0 2%, M. intracellulare
L=V ADHBEDLEIC L D AM JEEER T 7 AERIL
WiEch s LIFMIh T\ 52, ZToMEE & L T,
M. intracellulare 23—z 35 055\ 5 217, ANTEEHN
I ABEBRTHEEER B L, BHCHNOETEZE
TP CERFEFOR LD, TORCOVTUIFIEERE 1
F T, Tween skl o & X b B

THRBFIELS B Ll ER R LI, LrLZofiic, &
SRIEEQ OBIZHRZ M OEC DN TOFEN RS h
BN ELEO—HELTHET BRETHS 5, HBH
DREH T 5 ~ v ADRBK DS MDD,
ABUSEREET, BCG®, 2 B WO & 7o R 525
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KL, BRSEEYRT~ Y ADBRYRAT, HAILX
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~v R 6\ L 8EIMDITR Rl b OV HER DM
<~y A%\, A/J, ASW & CF iRHZEHED L0,
BALB/c, C57BL/6, C3H/He, DBA/2 %5 X ¢* ddY %
MRERE L 0, ¥ CBA I ANEREY L D EA,
SFERC L, SRHIETAR GABEE) %, KK
WKEE % 7,

B AM SERE L ) oI hie M. intracellulare @ 5
% Mino #k& Tanabe #E% H\ 7z, Mino #Rix/NIEE
T, B LD © % Tween BEH® ¢ 37C, 20
A IR RS R R it L7z, Tanabe P/ NIESHT
MRSz b D (Tanabe-O i) &~ v A% 2 EEBH
Tween b CHMEBERE LIz b (Tanabe-M #£) %
BE, iR/ T, $%#E Tween B3t TFRFh
37°C, 20H HEFERBERERH LI,

R . EREE AR~ v ADRREZ MR T A
HRRR Y EERIZ 1%, Mino #k& Tanabe-M #A F\v, 3
BE OB AT DT, TIIBEIORER R 5 0,
RIIRG RN L THEIIPVET LT
L#z bhn Tanabe-O % FV, 4538 ¥ THIZL
7o ISHEITNERE K CHEFEE E L, 1,000 [Ef53
SHEOME, O EEERELA R U CGEERE L, #
i 0.2ml Fo= v ARMIRICEE Ui, EIIRYE
BOEAIL, 1~2x107/E%, EEROEAIZS5 X 108/
Mo Y LidTe, & ORRYEERNE, BB L 10/ 80
FRU CGEMZFERY 0. 1ml 3> Tween Brihic B4,

M OESE BIE

37C, 4BHEEBREHERSNIEER L DEE L, &
RIAD~ v ADREZHITERGRE 1 A L21A HOF 3 X O
PRRAER A RIET S 2 20 X DIt & B
FRCIIRYES, 3, 7, 12, 16, 45EAHF - ME X
Ol DABE R J~7c, BTG A i TR L7l
WEBEEBNER, —xr 5 AkEeSF [ ¥F— CERL,
10/ R DOWHEAED KL ML TAHE Lies X HICEER
HARTIOEEMAR L CEFRIEE 0. 1 ml 37> Tween
B M Ui, 37°C, 4R, BRIhicER
o bligasd e b OBEBEFE Lic,
FEAMEIRER « BRORY O Y Y vERBEL
Bk~ ) VK TR AMBEER, Kk BKkLT 57
4 VAEE L, (/v b—2aT4m L,
Hematoxylin-Eosin 48 % {77007, HEZRIZIL Ziehl-
Neelsen Ju i % {17272,

IL R b |

£~ A0 Mino #& Tanabe-M #RiZxf4 5 &
DI

Mino #k & Tanabe-M & &R D~ 7 ALFNFh
1TEY 7D 1~2x 107 SEE TR AR S B e, REG TR
1 B & 218 BT X OB OEBEEE BIE LnEs
PRI (FE 1), Mino PrEBEI®LBE K1 LB,
B L EBEMIER Th oDt C57BL/6 L CF, =¥
AT, FFCIL 45 %, BCIX 90 fHIciginlic, kT
BALB/c = AMFT 9.51%, MC66(% THIMN L 72,
A/J, C3H/He, CBA, DBA/2, ddY 5% D = ¥
ATIHHF - & DICEOWIMKIEEAERD ML D

x 1 <y 2ARMERR LR IEREE D%

ey x| e WOk K D o mwewms |
T A [ - o o o S
A/J a 6.89° 6.97+0.08° | 1.20° | 6.10° 6.46%0.12> | 2 29
C57BL/6 b 6.86 8.52+0.17 | 45.7 571  7.66+0.17 | 89.1
BALB/c d 6.90  7.88+0.10 9. 56 587  7.69+£0.09 | 66.1
Mo DBA/2 d 6.79  6.80%0.04 1.03 565  6.02+0.17 2.33
CBA k 6.81  7.02+0. 14 1.62 567  5.82%0.09 1. 41
C3H/He k 6.86  6.99+0. 14 1.35 561  5.77%0.16 1.45
CF, R B | 6.79 8.45£0.05 | 45.7 572 7.68+£0.15 | 91.2
ddy A B | 6.75 6.93%0.12 1.51 563  6.06%0.14 2.69
C57BL/6 b 7.30  8.17+0.10 7.40 6.10 7.75£0.12 | 44.6
BALB/c d 7.31  7.98+0.07 4.68 6.17 7.36£0.09 | 15.5
C3H/He k 7.22  7.05+0.18 0.68 6.11  5.81%0.05 0. 50
Tanabe-M | sgw s 7.98  7.13£0.67 0.71 6.11  6.73%0. 44 4.16
CF, A B | 7.20  879+0.13 | 39.0 6.13 815£0.17 | 1046
ady A B | 7.23  6.97+0.18 0.55 6.16  6.23+0.17 1.17
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K1 JEZBRAEREKOHER Tanabe Off 5x 10
cfu/= v 2 Lv. £ 511 4 TEDF, fERL S.D.
T,
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Tanabe-M #ha RS wicfs (F1TH), CF1 0
JFFC39f%, BT 100 f5LL L OB HIEA R B H 7z, ASW
VX T 4 FERREE O RITHA 2 DRI T L,
C3H/He, ddY 13if « & Bz L A
B Lico, chbopEmn s CF, C57BL/6, BALB/c
D 3 JHMED 6 BT LN TRERSZ N E N S LDV D
iz

RINREG R

AT~ 7 AD e TR MO E C57BL/6 12 5,0
X 108 HEEERBALD Tanabe-O Fia &Yy X 4, KRG
B, 3, 7, 12, 16, 45DFHECH - Pk L O DAE
BT RS 3 L ERAE R D 1/10 D 105 1R L,
LIt 16 B TIRISENE VOB TH oy, 45 BT
1075 WHEIN L7, MR J O GIF B 4% B 3 HE
T2 104 102 & REGER D 1/10 DA RS
Liend, DB HmAciinl T 45 BEITE - fiik b
100 I3 L7,

B2l B H O RO~ 7 ADHF « e b EH
fRgex @7 C57BL/6 <= ADJF « I - e 2>\ TH
IR X OCHBFHIBREZ T 7027,

(1) Bg21BE D~ 2D - TR

BENEINC A L iAo~ v A Tl 1 B o[F%R
o< Act~, CFyDOfFC2 11%, MT8.0ffHF,
C57BL/6 TLXiF 2.0 f%, B6.7f% BALB/c TILFL 3
5, 3.6 5L TREFNERL Tz, 2hb 3 RHD
< ¥ ADIRIAHMAT RIEFRET, FFoiiedc~~
YY) VICBRPT AREIEE b O s r T s~ XD
BB 100~150 um  DPEEN LD bhvic (FRE
1, 2), Zichl-Neelsen Huft TIIPIZENE 1 Hb 7 b BED
HAGEH S s,
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BTy v A BRK L= 2 r 7 > — o OHINCHES 1§
FaDfRIE LR IEEE, MIROINENR A bivic, RIANRTE
MOt~ 7 r 7 v — 2 X DR AAFENSEGED
B, Ziehl-Neelsen et CHIFERNICEAGER I iz,

—7, EEEOZ L2756 RiAD < v A TIX
B« BROERITIE EA EWhSH 2 CHEET, HEM
BATRCLIT - BE bR oot WHFE
DRE XL 50~100 pm L /NEIC,” B Y v < BRZTHE
S LDLHOR(EES), AFENCELIZEAL
Bd BRI,

(2) B~ v 2 DFREATR,

Tanabe-O #:% C57BL/6 < 2T X4, 40T
45 F TRBA BT ICAZETT 5 b DIk mnDl, L
L45E EICiL 4 T8 L DI, THHL T, ¥7031ED
B/ NEROETHNBUER D b, fEEi0-—H EE
a2 T 5D b HD7,

FRGIIE 28 C T O RIBMZRLIEBI s Tleds 272,
EEAMIT R T, BYRI6GEE £ TofEEk T, A
Y v SBREE A O e REL D REEES D HRD B
R TH ok, BYHE45EE OEG TIRAZEEN S
B LIRS OB ER S hic,

PRIZ G128 CER2 RS b, 300~400mg & I1E
WU AD 3~ 4 fEOERLR L, DEEEOHINC
PEoT X VERL, HEED KRG 458C1% 600~800
mg LN L7, REE 45O A TR B tiE
FEHEASRD Divic, JREARAT R Tk, B %IZEE O
BT BRNSEEDR SR ORFE S H DR
72o Ziehl-Neelsen 4ifaTlI OV AMEMEGEY 2 L=
7 m7 5 — CHICEROBENIEN S i, EHEEE
DOEEIZH b AEEBIEEIE A MEDOK TE %
Auic abscess T, [BEDOAHILAROOBIIEM KL EIA TR
Wo~sr7y—I0mbh, MEPCIIEITRL C
U7z,

Jili D AR AR 2L RS 1 2B PR D AT R D B it iz,
LIECTRR DK AGAEEIHER SN, 168, 458 L i
HBIIEI U MiEACiEL R L, FRc45EE O
TIEIGENEECIKAGEMHC RS E b o Thie, K
BRI R CILg % 3 B H O TIRENRDO bR
hofeds, 7HEBOEETEMEFREC< s 27 7 —
DL VAR DA DR B b, 128 L U6
B H ik ifilahime R Ao B HR Sh, Iilgkic
BAMD<7 v 77— 20, FKEX0EEBCILY
VARMREL T, 458 i bR Ricing
TSR~ 7 7 7 5 — OO E AMRICERET 5 G0
Zbh (FH4), Ziehl-Neelsen et THlllaE PN 5L
DEARD Bt
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EE 1 C57BL/6 = 2D, KY%3HEH, %ﬁD
P % 3 9 %, HLE Zes (BHEGPO Ay — M3
20 pm)

BEH 3 CBA =v 20D, BY3HACHR DR iz /N
DHEHE, HE. Jefa (BH 2 LK)

L # =

AMJE O KERJER R OMIITIE, HHOERE LT
Tt AEE N (@) NBEFLhE, oz kic
D TH AL AM EBE RO HER LN 553
MERBE X D b~ v Akt 2B Eme 2 &, —~ERN
DETLEHTL~Y AR BRI LI ECID TED
BB 5 52 & EANCHE L,

—%, BEA»STHUE M. intracellulare {T3b3 5 F&%
ZEOFNZ LB Eh D, ARBEEEIL LD, BCG
B HT E PS5 < v A DBRZ T FRHIC X
DELWERS D ZENHB R TV 27710, £ T4
M|, a7 EEOITRRE 2BHEOHR, &9 RO
=7 AD M. intracellulare ZX§-3 5 RBZWa i1,
DFER, SEaF%o C57BL/6, BALB/c L3 o CF, =
T AR CEREZ AR L, 555 6 R~ v AT,
B LA LHEINLEVD, BLABPTEEZHMD
BZIE w2 bh b, ZOERN»bEEZE
< v ACHE IO M. intracellulare %Ki (107) R

W O ESTE BIF

BE 2 ~v A0, B 1 OHKAR,

BEH 4 CG57BL/6 Dfifi, B 45HA, =7/ v 7 57—
DUE A MBI & 0 Ififalsifk LER b, AR
FORE TR T S B R Fi LT
W5,

BB 2T SEARIEIA S =Y AD[F.
B CHESSICE N HIA L, AR RIS 5 &2350
iz, LicA 2 CEMOERARELTFIALS 210
EE2 5,

=Y ADRHENC A S Te M. intracellulare 233 %
R HEDFET, [ RIRHUE & B3 B S AE DAL
FH LS 20DEROBFOEICL 5D EHE2 bR
B2, B, WAFR~ Y A% T« OREEBAY
TR B B M SIS E DIRIBOENT N T b T
kY, Thby~y AXEMAMESERETFHERC LD
IV R AZRTNS LGS EEPW L COBET
FETILY v 7 LTOWRWEETFR IV v be— &
T B LSRG L2338 %, F o AKFFFEIRIC s\ >
T, BCG 37 KA~ v 2Tk, BCG 21y
FVv ot —THIRMEMCHE L TR D, ThExav b
v— LT AEETFIL H-2 Ty vz LTwisWhEw5 4
ROSRE IR Tw 591718 Gros HIZ X i BCG ik
35 EREFEL H-2 3B oBlk ok L
B L BE—DRETELVa v te—AERh T3
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L5395 SEOHR A DERTIL H-2 24 7R Td
%% BALB/c & DBA/2 AMIHLETY, HEL
USSR R L & & Binh, A7e{ & b REL 21
B ¥0) oA bh e REEE: H-2 L3y
v 2 LI\ REFOBSRE Sh b, Forget bic ki
aiBm}uﬂLfCWMﬂiBAUchvzumﬁﬁ,
A/J], CBA, C3H/He, DBA/2 < &zbi}lﬂj‘iﬁixﬂﬂ,
CRITEx D Mintracellulare x5 AR FH~< T AD
B & —B5Y, MR CF, =9 A 2L TIRELD
mﬁaﬁkomﬁi—ﬁbm#ot# #aD CFy =
Y BRI 2 v — X FCHE sh,Bm}%FV%L
LU TRZEOB Vb ONEIRIh CEleicdrd i
Fe\s, M. intracellulare (X3 AIEFIMLR =2 v b e — T
DRETFIIRRD ARIETH 525, & PO AM fEITE
EHIFER X Y & LATRIMERERE LS APOHETH
55 LN, <= v ADFRFEF LIXRLOERGE
BREThsr i,

SREAM T, B 3B E DT - i AR
BCG EHuz Lo TIN5 X 5 kAF@EN R DA
%o HEEIIREZ MO C57BL/6, BALB/c, CF, =
7 ATID 6 ZfiD ~ 7 AT HARTKRETH b %D
2o TOXSCHFEEBREDL T~ 7 ADRMIC LT
ENH SR, WEEERICITMEREE OBIE7% %
bhsas, H-2 AU THOTCHHFEEDO K & X, K
NRLBEZAHND, AFEEFRICS H-2 Li3Ek>
T B DEEFORG REE S h 520,

B HID{ETF Lz Tanabe-O % C57BL/6 <= 7 AR
X EIIRMBE U KR, - M- WcE2AIE T 5
Z eI, ERIBHFCIET LBl iad27ens,
BIIOWIRRY I X OFREMRANFTRIL, ~ 7 ADHK
W AEHEOE LWETERL, REMEESTLThH
&b ERINCITCEE s AFERELELRD T ENT
7,

LD ity ADRM EE DRI SR 5
ZimxoT, B - Biflo AM fED in vivo TN
TERATTRE TH B Z E R L T 5,

IV. # E

B HOW M. intracellulare 2 AT 5%, #REH
BTIRMDO~ Y ACEHIR L » BHZE, 3BEHC~Y
ADBICK T 5 RS WA T, T OfER, CS57BL/S,
BALB/c, CF; Off « JCTBik X < ¥4JE L, BB MR
b h bOBRCEEDONFELR A LR, Zhb 3%k
Hio= o ALEEHEDOE N EXG DT, LnL A/,
ASW, C3H/He, CBA, DBA/2, ddY o6 %o~ v
ATEHERIGEAEHE LW LAEL L, HED
B Thot, TrEBEZEo CG7BL/6 < v ATIHHE
FIDIET Lic M. intracellulare T3 EHEIOELZNIC L b
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