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(Received for publication March 2, 1977)

There are many reports on the clinical symptoms and X-ray picture of lung disease due to
‘atypical’ mycobacteria. All these reports, however, lack actual comparison between the mycobac-
terioses and lung tuberculosis. No report has shown the actual state of clinical picture of lung
tuberculosis under present complex chemotherapy. The purpose of the present study is to do this
comparison. Clinical picture of 304 tuberculous patients who showed M. tuberculosis once or more
in their sputum were studied and compared with those of lung diseases due to M. intracellulare
(32 patients) and M. chelonei subspecies chelonei (10 patients). M. tuberculosis was identified by
the absence of growth on Ogawa egg medium containing 0.5 mg/m/ p-nitrobenzoic acid.

Occurrence of fever was not significantly different between lung tuberculosis and diseases due
to atypical mycobacteria. Occurrence of hemoptysis or hemosputum also showed no significant
difference between disease due to M.intracellulare and lung tuberculosis, but they appeared more
frequently in disease due to M. chelonei (p<0.05% by chi-square test) .

A cavity or cavities with non-sclerotic wall which appeared as thin-walled cavities was
observed more frequently in diseases due to M. intracellulare and M. chelonei than in lung
tuberculosis. Approximately 60% of Japanese tuberculous patients being hospitalized at present
showed cavities in sclerotic lesion, while this form was absent in disease due to M. chelonei.
The form was observed in ca. 40% of patients with disease due to M. intracellulare.

Thin-walled cavities in diseases due to atypical mycobacteria almost lacked or showed only a
few bronchogenic spread, whereas thin-walled cavities in lung tuberculosis were usually accompanied
by infiltrative or fibrocaseous lesion in other lung field. Since thin-walled cavities without peri-
cavitary lesion were not observed in lung tuberculosis, the presence of such cavities may be
regarded as a sign of disease due to atypical mycobacteria.

As reported previously, Tsukamura divided X-ray pictures of lung disease due to M.intracel-
lulare into two groups. The first showed a marked tendency to caseation and lacked fibrotic
process, and the second showed cavities in sclerotic lesion. Tsukamura suggested to correlate the
former with the primary infection to healthy lungs and the latter with the secondary infection to
open-negative cavities after healing of tuberculosis. This grouping of X-ray features was recognized

also in the present study.

* From the National Chubu Hospital, Obu, Aichi 474 Japan.
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ZOT, HEMEBNCVED - ks X ORE (37.1
C Lk, 3HHE) ZHfifitse i+ &, M. intra-
cellulare RYSE DAL, TR S FETHEEEIA
Lot (X2-test, p>0.05), LAL M. chelonei
FRAAE D& ORI - ME OB LG (KR LV
538) OBE LD LEEOETE (XP-test, p<0.05),

Table 1. Comparison of Clinical Signs between Lung Mycobacterioses due to
‘Atypical’ Mycobacteria and Lung Tuberculosis
Number of patients showing
Causative organism Number of ; —
of lung disease patients '\ Hemoptysis or

Cough Sputum " "hemosputum Fever
M. intracellulare 32 32(100) 32(100) 3(9 6(19)
M. chelonei 10 10(100) 10(100) 6(60) 0(0)
M. tuberculosis* 304 297( 98) 274(90) | 39(13) 41(13)
M. tuberculosis** 423 384( 91) ‘ 353( 83) i 47(11) 44(10)

The number in parenthesis shows the percentage.

* Patients who showed M. tuberculosis once or more in their sputum.
** Patients suggested as suffering from lung tuberculosis including patients in whom M. tuberculosis was not shown.

Table 2. Comparison of X-ray Picture between Lung Disease due to ‘Atypical’
Mycobacteria and Lung Tuberculosis

X-ray picture

Causative organism | Number of Number of -

il di tient patients with | Cavities with | Cavities in Cavities Cavities in
of lung disease patients cavities non-sclerotic | infiltrative with sclerotic

wall lesion sclerotic wall lesion

M. intracellulare 32 31(100) 10(32) 5(16) 4(13) 12(39)
M. chelonei 10 8(100) 7(88) 1(12) 0( 0) 0( 0)
M. tuberculosis* 304 278(100) 7(3) 33(12) 64(23) 174(63)
M. tuberculosis** 423 297(100) 12( 4) 35(12) 69(23) 181(61)

The number in parenthesis shows the percentage.
** Refer to Table 1.

* Refer to Table 1.

process).

o)

Fig.1. Schematic Representation of Cavities which are Regarded as
Almost Characteristic for Disease due to Atypical Mycobacteria

Y BN O
1N Y (Y

Thick-walled cavity (cavities) with irregular inner margin appears in disease due to
M. intracellulare (the cavity shows drastic tendency of caseation without fibrotic

f patients.

The cavities as shown here are not observed in all patients butin a part



432
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BRI (0 Ka B -CoREa REZe M IN HH Y
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0.05) G& 2).
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chelonei §iit & LITTHEEZRIN23 %\ Z & 233 7> D T2 713,
b DH4E HE DR A 22 412 B 7o, Yamamoto et al.
(1967)1®, LAk (1970)'” o3 WEE (Group IM) JEH
FEDWEEZZIMBLR OB L b ERDOETS
U (X2-test, £<0.05), LA L TI#E (Group II) 120\
T, FEEXRDLRIDR, FRTH (1973)®
PRLICE IR E AL A LICBETH, bhvbihid
[ OB L THEE S 5 (IifEBaL, B,

BECThEEOTLREEETH W), #FE, M
intracellulare 5g, M. chelonei JE& H1Z, [lifEtE D8,

B LD LHWERRNL N EEZDBRD,

FAY, WIS, DhRSEEE DL X 2 ik ke
Wz M. intracellulare p 4 5 F6E% 3 BIDEHET
zz4 5 2 T x 7z (Tsukamura (1973)3), —h b
DEHZEDXREIL, MiFEORFREIZLALEDLLT,
e ApzERoOR AR Uic, - OFF R &x%EHE LT,
M. intracellulare FERSER, [—RBYYER | & [k

Table 3. Chmcal Signs of Lung Dlsease due to ‘Atypical’ Mycobacterld

Number of patients showmg
Reporter Causative Number of

organism # patients Cough Sputum }iinrrll(;gg;stllsl nc;)r Fever
Sudo  (1966) 1-IV 48(100) 23(58) 17(35) 9(19)
Yamamoto et al. I 22(100) - 11(50) 5(23) 5(23)
(1967) 70(100) 57(81) 24(34) 20(29)
Yamamoto T 27(100) 1246) | 10(37) 6(22) 3(11)
(1970) m 154(100) 802 | 75(49) 29(19) 25(16)
Yamamoto i 27(100) 13(48) 1 10(37) 7(26) 6(22)
(1970) m 154(100) 96 (62) [ 97(63) 43(31) 28(18)
Bates  (1967) I 121(100) 101(83) 17(14) 36(30)
I | 60(100) 52(87) 3( 5) 13(22)
v ] 9(100) 8(89) 2(22) 6(67)

. | - - —

Yeager & Ralelgh M. intra- |
(1973) collulare 45(100) 35(78) | 22(49) 9(20) 11(25)

% Group according to Runyon (1959).

* Signs observed when the disease was diagnosed.
** Signs observed throughout the observation period.
The number in parenthesis shows the percentage.
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Table 4. X- ray Picture of Lung Dlsease due to ‘Atyplcal Mycobactern
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; Causative Number of Number of ‘Number of patxent:
Reporter ‘ : : patients with | with thin-walled
[ organism patients ‘ cavities \ cavities
Yamamoto et al. (1967) I 22 20(100) | 3(15)
Ir 76 i 57(100) 13(23)
Yamamoto (1970) il 27 ‘ 23(100) | 3(13)
Ir 154 119(100) 1 27(23)
Shimoide (1973) : I+ 93 ‘ 71(100) i 23(32)%
National Chest Hospital Group (1974) ‘M intracellulare | 64 57(100) ! 2(4)
National Chest Hospital Group (1976) | M. intracellulare | 77 ! 69(100) ; 6(9)
Tsukamura (Present study) ‘ M. intracellulare 32 : 31 (100) i 10(32)
Tsukamura (Present study) i M. tube;culoszs* 304 } 278(100) 1 7( 3)

# Thin-walled cavities adjacent to pleura.

* Tuberculous patients in whom M. tuberculosis was shown once or more in their sputum.

The number in parenthesis shows the percentage.
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