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There are two types of lung infection due to Mycobacterium intracellulare; primary and

secondary infection. The first type is infection of healthy lungs with the organism, and the second

is the infection at the site of tuberculous cavities from which tubercle bacilli have disappeared.

Corresponding to two types of infection mentioned above there seem two types of roentgeno-

graphic features in the lung disease due to this organism.

Roentgenographic feature of primary infection is a cavity without pericavitary inflammation or

a round lesion with partial liquefaction which later becomes a cavity. A bulla-like, very thin-

walled cavity is a final feature of such cavity. The lesion may occur as progressive caseous inflamma-

tion, Characteristics of the lesion are (a) great tendency to caseation and (b) lack of fibrosis.

Roentgenographic feature of secondary infection is similar not distinguished from that of

chronic cavitary tuberculosis. The lesions appear usually as cavities in sclerotic lesions. Charac-

teristics of the feature of the pre-existing tuberculosis are not significantly modified by later

infection with M. intracellulare.
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BEXB L Lz M. intracellulare BRRYYIE DBE X
ENREFPHFRRARBE Th 5, AT ORKIIE
A1EfT, SEES hiBEREREE Lz, A1E
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Serotyping (MiERIGEE) X Schaefer?D Dk TIT272,
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chelonei |3 2 A I h7-DT, TOEXERELXHND
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NHot, YRIEE, M. intracellulare Pt (10Xx10
mm R#) T, M. tuberculosis [AtETH D1, 1972 &
2 B b M. intracellulare @B RHE I h 2 X 51T
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ATEOERBITETH D, Tod, EHREMD
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cellulare (7% Altman) » A S #E S hic (1969 &
1A ~1970 4£ 8 B), ABe#%, SM-INH.SF, KM.INH.P
AS, KM.TH-CS, CPM-TH-EB T {#&# & h 2 8%
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9830 THEAHE LI, 9 A» 5 RFP-EB-INH
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tracellulare OPEEMF 2T\ 5 1971 £9 ADX#
@R T, CORIBLEFDOERE T, REMEIZE
AEELbLIEWEBYTRT,

CDBEL, M. intracellulare MR D = H i DE
VHEBETHLZEVPREIRTVWARBETH D, B
BOHEM L T2 T142» Atkic M. intracellulare
RYPFENRBIEL TV %, XBRIEEDOHIHTEHL L
T, FXULLMEREORCERALR S [Hi{LHrhz
W] #RLTw3d, SO BOX %k, M intrace
Uulare DR ZFTTLERHTEM IR DL LD LR
o FBIDO XD TIREEFI T, XHBRIZIMEZY
DBV FEELRODTRFL, MEBEKOXKG X TER
Vo BLRLA—RERH LOEL, £y A{LDFELW
ZETH D,

fe R AE T, v RIS M. tuberculosis © 5 H M.
intracellulare Y ) L, K THot,

Em o [ 61 %%, <.

BRI D 7o i 1969 457 A 25 B AT L1, fEEITA
Betk, WAMROPICIEEW S e, 1970 4£ 1 A fEEE
2 % T M. intracellulare (5% VII) AHI L, &
B ahz, XBERP IUBEKER (% &) (X@#o
ERICH L TARET HDM, 19704FE7 A0 v KIS
12, M.intracellulare 22X 35 mm &z, M.tuberculosis

15X15mm FHT, M intracellulare O n0K = h >
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B 20k, TOBH (197047 B) o X g xwT,
ALEEC LV ARBELEDLRZRBLERY S 2, A
MEOEHFRLAOR 2, ZOXEGIT, MEKCEHE
CHADRDRETH 3,

1970 £7 A F 415 5 38~39°C O RBALE H, 9
ARFETH o, B, RIIHEHPVBETRBEEELHEM
2%, M. intracellulare (3 8 Ah LMz e < 7e27:,
9 iz KM+EB & & 4,z Prednisoolne 5~10mg (1 B
B)%X1»BHEBALLECA, 10 BITADTRE LT,
BEH 21 X oo XREY AT, ALECRERN
HUTkY, EEECLRN R ERBERELREbh 2H
Bahbhb, TOKELEOHEEIL, ToKk, KZER
Lot (197141 8, TH22), 1971 £, EH X
1A =0RYHTHEF LA, —BRELFELLD
T, 1973 F£4 Bz BEE L f, 1970 48 ALLRE, M.
intracellulare 32t TH D1,

B 23 3GRBRER (197343 B) O XHeEx "+, |
MEEDOKRERIS e L TROT L @A/ L T\
o COXINBOMBEEFIMBEETRIZLEALLD
CENTERVRTH S, L L M. intracellulare o
— R L8 5 A, BMPTCAKIEBY XD &
LEWBECEERERAENTH 2 412, MiBREROBRERD
BLTWBIETH B,

w7 Il 35 am, mT,

1961 I HABRBZ THMOFEXIER I, Th
FTEAUE S cHdaftid T, 1968 44 Biz, &
BB Lickon, BEMxiih, MEKL2HIhi
DT, FE6 FiZ Y AR L,

FEE 24131968 E8 A, ROLEKEXERL LI L
XOXBIRT, ELEZ v A EEBBOKNHEND
b, FodizKEXVERLAON D, B, - hHLE
CEMOBRERRD D,

HEHEIL1968E8 AMND 1969 1 AETHAKET
xt:, KM-EB-INH #{#@ LT, 1969 42 A, @
(=) o, 12 Bl BOBKENER SR,
Zonted, B KM-EBINH >4 L &2 5 1970
5 (=) i, FOEFE(—=) LTV,
19714 4 B %%, M. intracellulare (if1f%% Arnold)
AHEBL, 197246 B E THEL M o, FHIL 251
o (1972 £3 B) OXHBETRT, EEE TV
AEGERE AV LB EBLh BFEREAS D, Tohiz
KERAM A bR D, ZROFBIELR 24 OB X H LK
LTWwZ, AiOZEMOBRLE L VW EHTH L, SO
#ix, M. intracellulare BYSELALR MW TH S
7Y, X ISR EERM A B 5 B ES K E AT X,

e AFIE, 1971 £ 12 Ao v KIGKRE T, M. intra-
cellulare \=xf L TRAKKRIE %R Uiz,

B ES0E FH15

UEGER 5, 6, 7 o3@h, BEOHEINEKEL
FEEhHT, —KRERRTHDZENTEHERLHT
$b, ThHLOBDOX RBIMBHBEROBZED & & &
HTWBEET, FCHTFr—REREHERLDO T 5,
EH 6 12Hit, M. intracellulare Yz X D THe R
WEELRGE A RT L 52k, FRTLIMEKER
DEPFIEO T D, ERASF LU 71k, XR{ TS
(P EERBIT E RV, ZREBEOHE R, M. intra-
cellulare DRRYP= L2 T, XBE»H 5 BEOBHMY
ZH LV, REMEERROBE,LEO>TVD A
T, —RREOHBELEFTE LI 5CBbh 3,

=5 s Il 1 %%, 2R,

1968 itk L 2WF S h, 3 EMPEERAOKRE %
Flrt, 1971 4 Bl YRICAR LI, ARRKORE
THEH X M. intracellulare (f1{E % Yandle) T#H % =
LAY L, HFEREA (—HREe] BEOCHEELS
BRI REE L1, 1972 £ 3 ACAKADOH & TRBEL
tro BH262ZOBEDOXHERATRTHEM L F i
bGP ZERFYTRT, TOXKRBEIMEZD TR LX 7
TEhl, RFATIBEOHELEEETH 2N L)
NEEELER TV LD, ZITRHRIRERLIER SR
B ELTERYTRT,

Z6 o: [l 60 %%E, Ems,

1958 SEiC ik L 2M s h, LIRABEET 10 £HE
P L LTHRBREIN T, 1972 4 2 A2, 3 #(37.6
~39.0°C) +5 X351z h, & JErwmL, FHREE
HRxB IS5, 28 21 BABR L, AREE, E
HLIZRB DEE A E D M. intracellulare »GEWH X h
oo HWILAMEEZI0 LHFUELEOBRTHObA, BT
THETHEARB SR, mit 1 #HE 90 mm LA kT,
%, RS ET, PREHE LS, 2HRHBT8A2A
BT L1,

COBEOAREOXHEREYER 27 wwT, XHD
XBBIMBEEOTh LR T ERLV, AL —IE2K
YR & L,

o 10: I 55 55, wg,

e 1 R 2 Rs BT,

Ep12: [ 75 Rk, ER.

CO3IMLMSERK LW S, AR 3 E LS
BRIOBRE YT Tty ABH%, il M. intrace-
llulare b, 1EMUELBABELT 2 BITH
o TOXMBREFE 28~30 ik TA, WFh L HIB
Y, ZREMEEO Th EENT EL v, ThboBHE
DBEOHE (AR PEKETHOh E > it
LAY, HBABT A XS, ZRERER L % -
HHHBETH S,
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B DEN - HEEAE I RFP o Az X > THEHE
ORI BRE OFIC L, FEEME oI <
20, BERMERICETZLONENRTIIAZL 2D,
LA L, T TIRALL-RESY L BETIX, ENRE
LTh, ZRABHERTEZ L3R, FOEEEETS
DHETH D, TDXH BRBERERYETEETIX
X DD ZKBEAIHEZ 5 Z LAEL bND, FEEHR
BEOZKRRBRELZD1OTHHH, EBIZ, Z0X)
BITRBEASEIY 55 L, EHFOM L S>TH
Bwinl,

Z DX HIZ M. intracellulare o fEGUIE & — R ERGY

TREBRCHITEZD L, XBMEORRICERTH
HLBbh3, EBIC, —REGEE L BbhDER (K
BOFEH) 1~4) OXBRGIIMFEZOZH L ITED2= 2
ToARLOTCBEHBbhs, —F, BEOHHE
PR TH O LANEH SR T 5 R BERE DfE
15) (A OS] 5~7) O X B OF R L XAT
o GERISBXIUT7) EMiEREROATED
BLEDTSER 6), SEF 8~121%, BEOPEEN
"EETHO L &%*nriuavw,_ii%ﬂa
EX BB TED L Bbh b, EEIT
WO OBEOBEERT, TH2EXTHLFEIR,

M. intracellulare FHRYIE DL Z Y HAS, — K R& Gy
NECHITRBREAS T, Bz 2 THHEEINED
ZrEBEPbhD, BEORRTIE, bHETR TR
BoEBRE 5B bR B (R), bAEDX 5
Lk oy Toh, IR ﬂ&%éﬁfﬂﬁwk&
AT 5 X 5 hBE (Fr3RtmEsEEE »EY
AETFEL TEEED? S M. intracellulare ~ X 3 DI
B HHE) ITREGEBIOSENECOTEH S E
N
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FETE RIS W I L IE 0 X ARIRIZ 2V T Bliss % & X
ATERCETIFEENKRERK T H 5, LaL Chap-
man® (%, EEZSH, FHFIRE EoXm, PIBEKIEDOX
fn, SE RGO K E OB E ST T B,

bbbt M. intracellulare JfiFRYLiE D X #i% % &
Bizdp o T, BgoRiz, — JURGEE & TRk
MBHHILELSHIIBCTEETS L, X0 X {HKT
X% LB 5, %iz Chapman® 2357 X 9 nf#E =
1A TERIT KRR L B 2R THOT, £h
DS OIERI TR AlFEE OF N L IR BIT E v, |ET
nE, BEICHFERZC 2 h 0 TIIBTEZE SR L 72
S0, M. intracellulare kgt & %13 T
XM RA AT EE L EVL O L Bbhd, by
HOUORER LI ER o T, KEM 6 RIS T,
O TIX M. intracellulare &tz X > TERL T E
HEU7Z, Lonl, ZofITL ok 0 X 5 i ififhtz
R OLILHINA TS,

PHRbRBEE L M. intracellulare FHRYLAE D X
BigE EBRORMPOGFLTHL ER1DOIT L L i
%, M. intracellulare FHiR&YLIE D X IR B X H 5
EThE, FhRE—REERICROAS X o9 2B bR
3, FOMX Chapman® D5 2L 2 KBRIc L ST
bhobTIENTESN, KOXHIZVvHbbT L
IV I BHMERRATEZ X HICBbhD, M. intra-
cellulare JlRRYLHE D X Mg & 108 S N B IR DR
X, (1) FRLERMRELE (2) B a{LlER FELE
[) ORM, THDHLBLND, Th ORI, REH
1~40XHEICHBL TR NS, ERTRBGET
Bp 5, EF6ICLABRD, TDX S REEN M
intracellulare FHREMEDETH B LB b5,

M. intracellulare FRRGYED X #{% 2 E T Tk
DT LB,

—RERER

(a) HBRAIEED 2530 TR AL O

Roentgenographic Features of Lung Disease Due to Mycobacterium Intracellulare

Mode of infection }

Roentgenographxc feature

1. Primary infection Ia.

| Ic.

comes a cavity

Cavity (cavities) without pericavitary inflammation

Ib. Round caseous lesion with partial liquefaction which later be-

Progressne caseous lesion which later may become a cavxty

II. Secondary infection IIa.

IIb. Cavity (cavities) in fibrocascous lesion,

Cavity (cavmes) in sclerotic lesxon

which may become a

cavity with progressive caseation

The last feature of cavities of Ia, Ib, and IIb is a bulla-like, very thin walled cavities.
Type 1 does not show hilar elevation and pleural adhesion.

Type II shows hilar elevation and pleural adhesion.

Remark. Number of cases in this hospital is as follows:

Ta 4 (23%); 1b 1 (6%); Ic 1 (6%);
I1a 10 (59%); 1Ib 1 (6%).

Total 17. Average period of hospitalization was 21 months.
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LAz L AL (HBEZEAD) %7203 (b) M ERE B
T—#iALZ R TR, (a), (b) liE L LR ORE L L
DICHEE L LML E RV IRL TRER LML LT, &
HOBHOENL, BN L 5 ICEDHEVER/TH D, T
NoOBGE, FLiod~7- BaVEE LofEm ) & T
ILOERDOKIN] LEX TERTE S,

R BEREREZO XRE LXTE
B\ b VA LDERNBTEET 5 -0 FERE LIRER D
D, EPEOEEFELLVALND, FEOREVHN
BEHFO DO EELLZLR D,

] B

Mycobacterium intracellulare = k. % i BR YL 5E DX
MR 22o008XH 5B bh b, F1ix MRk
ffi)] BZOBEOREEZIF 5 [—KRBLE | ThHY, &
243 [HRSEZEOBRIBZR (% 32 bR A R
Lz 2T 3) RNIOFEDREEZIT 5 [ ZREGE
B Th b,

M. intracellulare FHEGIED X e, LLm 2o
DREFHRCHGLT 2R zAIshs X5 iIcBbh
B, H10 [—REREA | T, FHERITEEORELE
ZER (ZERERLORE R /RL) »—iRAE &+ ARE
BHROFTDZ LHEV, E70ETHOEEMERE L BDb
REBERTIEND D, VFRIZLTY, Bt ¥
BT RAMERE ] & T v A Lo /Rin (BELIER
DRIN) | Th B, HEMLAMEIEL72BED KK &I,
DT L EHETRHOETH D, TOBROZERITE
HROXKIMD - L Bbh 3,

F20 [TREBSE ] o X#EE, MgEoEsh X
B, ZHUE M. intracellulare DRBRG%Z1F T
b, FHATT B ORESBRARNICESiSh D Z L2
vz Bbhs, XMaiZE L DBRE, WP D
ZEOHME L D, F1DOHELEIRZ, Lo {LOE
MALFREND, T b bBEALEEZRE, FEfELR
B PEOEELELALND,
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Photo
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Photo
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Photo

Photo

Photo

Photo

Illustration of Photos

. Primary infection, Case no. 1. M. Y. March 31, 1966. Tomogram (7 cm). A large, thin-

walled cavity without pericavitary inflammation in left upper lobe.

Primary infection. Case no. 1. M. Y. September 11,1970. Re-appearance of new lesion in
left lower lobe (3 years after resection of left upper lobe). The lesion of left lower lobe

in seen in left upper part of roentgenogram.

Primary infection. Case no. 1. M.Y. September 11, 1970. Tomogram (7 cm). A round
caseous lesion with partial liquefaction in left lower lobe, which is seen in left upper

part.

Primary infection. Case no. 1. M.Y. January 8, 1971. Second cavity appeared in lower

part of the first cavity.

Primary infection. Case no. 1. M. Y. January 13, 1972. Enlarged cavities.

. Primary infection. Case no. 1. M. Y. June 15, 1972. Cavities more and more enlarged.

. Primary infection. Case no. 1. M. Y. June 15, 1972. Tomogram (8 cm). A large cavity,

caseous mass remaining in its inside,

. Primary infection. Case no. 1. M. Y. December 15, 1972. Two large cavities fused.

Primary infection. Case no. 1. M.Y. December 15, 1972. Tomogram (10 cm). A giant

cavity produced by fusion of two large cavities.

Photo 10. Primary infection. Case no. 1. M.Y. January 11, 1974. A giant, thin-walled cavity

Photo

Photo

Photo

Photo

Photo

Photo

11

15.

16.

produced by fusion of two large cavities.

Primary infection. Case no. 1. M. Y. January 11, 1974. Tomogram (8 cm). Very thin-

walled giant cavity.

Primary infection. Case no. 2. E.I. October 11, 1971. A relatively thin-walled cavity
in left upper lobe.

. Primary infection. Case no. 2. E.I. May 29, 1972. Cavity in left upper lobe and pro-

bably lymphogenic spread to the direction of hilus.

Primary infection. Case no. 3. T.K. January 20, 1971. Solitary cavity in right lower
lobe.

Primary infection. Case no. 3. T.K. January 20, 1971. Cavity in right lower lobe in

tomogram (5 cm).

Primary infection. Case no. 4. S.S. January 9, 1969. Caseous lesion in right lower lobe

accompanied by pyothorax and spontaneous pneumothorax. Progressive disease due to

23
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Photo 17.

Photo 18.

Photo 19.

Photo 20.

Photo 21.

Photo 22.

Photo 23.

Photo 24,

Photo 25.

Photo 26.

Photo 27,

Photo 28.

Photo 29.

Photo 30.
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M. intracellulare in patient with diabetes mellitus.

Primary infection. Case no. 4. S.S. January 18, 1969. Tomogram (7 cm). Caseous lesion

in right lower lobe and right upper lobe.

Secondary infection. Case no. 5. M. O. July 5, 1971. Cavities in sclerotic lesion in left

upper lobe (before infection due to M. intracellulare).

Secondary infection. Case no. 5. M. O. September 2, 1971, Cavities in sclerotic lesion

in left upper lobe (after infection due to M. intracellulare).

Secondary infection. Case no. 6. Y.B. July 7, 1970. Cavities in sclerotic and fibrocase-

ous lesion in right upper lobe (before infection due to M. intracellulare).

Secondary infection. Case no. 6. Y.B. October 3, 1970. Appearance of a giant cavity
in right upper lobe and caseous inflammation in left upper lobe (after infection due to

M. intracellulare).

Secondary infection. Case no. 6. Y.B. January 5, 1971. Giant cavity in right upper lobe
tends to become thin-walled, and caseous lesion in left upper lobe has become a giant

cavity,

Secondary infection. Case no. 6. Y.B. March 27, 1973. Both cavities have become very
thin-walled.

Secondary infection. Case no. 7. S.Y. August 21, 1968. Cavity in fibrocaseous lesion in
left upper lobe, and silicosis in both lungs. Roentgenogram in active tuberculosis (Tu-

bercle bacilli were being excreted into sputum).

Secondary infection, Case no. 7. S.Y. March 7, 1972. Cavities in sclerotic lesion in left
upper lobe, Feature of silicosis became significant. Roentgenogram in the period of in-

fection due to M. intracellulare,

Probably secondary infection, Case no. 8. M.N. February 9, 1972, Cavities in sclerotic

lesion in left lung and in right upper lobe under infection with M. intracellulare.

Probably secondary infection. Case no. 9. F.N. February 21, 1972. Cavities in both

lungs with fibrocaseous lesions, Progressive disease due to M. intracellulare,

Probably secondary infection. Case no. 10. R.I. August 14, 1971. Giant cavity in scle-

rotic lesion in right lung under infection due to M. intracellulare.

Probably secondary infection. Case no. 11. K. K. May 4, 1973. Cavity in sclerotic lesion

in right upper lobe under infection due to M. intracellulare,

Probably secondary infection. Case no. 12. T.S. June 15, 1973. Cavities in sclerotic
lesion in both upper lobes (especially in right upper lobe) under infection due to M,

intracellulare,
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