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Table 1 Age, sex and rates of smoking and dust
exposure of the patients

M .tuberculosis M. kansasii

Number of patients 62 24
Sex

Male 46 (74.2%) 21 (87.5%)

Female 16 (25.8%) 3 (12.5%)
Age (Mean+SD)

Male 53.1+18.5 years  42.5%12.8 years

Female 52.1+233 years 36.3% 8.0 years

37 (60.7%) 21 (91.3%)

3 (4.9%) 2 ( 8.7%)
*Rates of smoking and dust exposure of each disease were counted
except one whose life history was not available.

Rates of smoking*
Rates of dust exposure*

Table 2 Distribution of diseases

M .tuberculosis M .kansasii

Bilateral 1 (1.6%) 0
Unilateral 61 (984 ) 24 (100%)
Right lung 58 (935 ) 17 (70.8 )
Left lung 3 (48 ) 7 (29.2 )
Distribution
Upper lobe 41 (66.1 ) 22 91.7 ) p=0.0164
Middle lobe 8 (129 ) 0
Lower lobe 24 (38.7 ) 3 (125 )
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Table 3 The distribution of cavities, and the number of cases with
solitary focus, consolidation, and bulla around focus

M. .tuberculosis

M .kansasii

Cases with cavitation
Distribution of cavities

20 (32.3%)

22 (91.7%)

S!, 82,812, SI~§? 7 (350 ) 19 (86.4 ) p=0.0006
S3 3 0
Sé 9 3
Sl() 1 0
Solitary focus 4 (65 ) 11 (45.8 ) p<0.001
Focus with consolidation 28 (452 ) 7292 )

Bulla around focus

10 (16.1

) 7292 )
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A COMPARISON OF CHEST RADIOGRAPHS BETWEEN
PATIENTS WITH PULMONARY MYCOBACTERIUM KANSASII INFECTION
AND THOSE WITH MYCOBACTERIUM TUBERCULOSIS INFECTION
IN THE INITIAL STAGE OF DISEASE

'Eri INOUE, *Mami SENOO, Naohiro NAGAYAMA, 'Kimihiko MASUDA,
"Hirotoshi MATSUI, 'Atsuhisa TAMURA, 'Hideaki NAGAI, 'Shinobu AKAGAWA,
'"Emiko TOYODA, and 'Ken OOTA

Abstract [Objectives] To elucidate the differences in affec-
ted lung segments between patients with pulmonary M.kan-
sasii infection and those with M.tuberculosis infection in the
initial stage of disease, we examined chest radiography images
and CT scans. The initial stage of disease was defined as the
period when less than one-sixth of the total lung area was
affected by the infection, as visualized on chest radiography
and CT.

[Subjects and Methods] One hundred eighty-four patients
were diagnosed with M.kansasii infection between 1996 and
2010 and 835 patients, with M.tuberculosis infection between
2008 and 2009 at our hospital. The diagnosis was made on the
basis of the results of sputum culture and/or bronchial washing.
After excluding the patients with underlying lung diseases such
as chronic pulmonary emphysema, interstitial pneumonia, and
old pulmonary tuberculosis as well as those in advanced stages,
24 patients with M.kansasii infection and 62 patients with M.
tuberculosis infection were included in this study. The affected
segments of the lungs and the rates of cavity development were
determined by using CT scans.

[Results] In patients with M.kansasii, 17 had an infected
right lung, while 7 had an infected left lung. Additionally, in
patients with M.tuberculosis, 58 had an infected right lung, 3
had an infected left lung, and 1 had a bilateral infection. In
patients infected with M.kansasii, the upper lobes were at-
fected in 22 cases and the lower lobes in 3 cases. In patients
infected with M.tuberculosis, the upper, middle, and lower
lobes and the lingular segment were affected in 41, 8, 24, and
1 cases, respectively. Upper lobe lesions were seen more
frequently in patients with M.kansasii infection than in those

with M.tuberculosis infection (p<0.05). Cavity formation was
identified more frequently in patients infected with M.kansasii
(91.7%) than in those infected with M.tuberculosis (32.3%)
(p<0.001). Cavitary lesions were more frequently localized to
the apical, posterior, and apico-posterior regions (S', S? or S' ¥2)
of the upper lobes in patients infected with M.kansasii (86.4
%) than in those infected with M.tuberculosis (35%) (p<
0.001). A solitary lesion without endobronchial spread, which
is characterized by centrilobular micronodules and tree-in-bud
appearance, was more frequently demonstrated in patients
infected with M.kansasii (45.8%) than in those infected with
M. tuberculosis (6.5%) (p<0.001).

[Conclusion] Our study revealed that the apical, posterior,
and apico-posterior regions of the upper lobes are vulnerable
to infection by not only M.tuberculosis, but also M.kansasii.
It is likely that M.kansasii might gain access to these regions
via the airways and that its weak virulence may lead to higher
localization.

Key words: Pulmonary M.kansasii infection, M.tuberculosis
infection, Apical regions, Cavity
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