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Sequential Bronchoscopic Findings of
Endobronchial Tuberculosis

Hyung Seok Choi, M.D., Ki Ho Joeng, M.D., Kye Young Lee, M.D., Chul Gyu Yoo, M.D.
Young Whan Kim, M.D., Sung Koo Hon, M.D., Keun Youl Kim, M.D. and Young Chol Han, M.D.

Department of Internal Medicine & Tuberculosis Research Institute,
Seoul National University College of Medicine, Seoul, Korea

Background: Endobronchial tuberculosis is an important complication of pulmonary tuberculosis.
1t is highly infetious, difficult to diagnose mimicking bronchogenic carcinoma or bronchial asthma
and it can leave bronchial stenosis with parenchymal collapse or bronchiectasis as complications.
Early diagnosis, adequate treatment and follow-up are crucial in the management of endobronchial
tuberculosis. The most important diagnostic tool in its diagnosis is bronchoscopic examination.
Authors have tried to elucidate changes in sequential bronchoscopic findings in these patients to help
diagnose and manage these patients.

Method: We have analysed the sequential bronchoscopic findings and clinical features of 83
endobronchial tuberculosis patients admitted in Seoul National University Hospital from August 1987
to December 1990.

Results: We can observe the following results:

1) In the actively caseating type, improvement of the bronchial stenosis was observed in 29 patients
(76.3%) up to 5 months of treatment. Caseation disappeared in 31 patients (81.6%) during the same
period.

2} In the stenotic without fibrosis type, improvement of the stenosis was observed in 8 patients (66.
4%} during the same period.

3) In the tumorous type, improvement of the stenosis was observed in 12 patients (92.3%) during the
same period.

Conclusion: We can conclude that improvement of the endobronchial lesions may occur up to about
5 months after adequate treatment of endobronchial tuberculosis,
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Lol Al Fl#A AL Fa A4 A (pri-
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el of A AR FA oA, Bl A
ZAQANA A FH A (caseation necrosis) I =t
A $o}ZEA 9= (chronic granulomatous inflamma-
tion) o] FAEE 7% 7R Zdo g A,

Z 2
1 gx}2e ol W MY BE

A A 839 o2 i) 209, ofA 635
e 113 olgla dgdas 1097} 69 (7.2%),
209071 365 (43.4%), - 307} 169 (19.3%), 407H7}
114 (13.3%) 50707} 6% (7.2%), 60 ol4to] 83
(9.6%) 2.2 200, &3] odxjoll A 2 Wl 714 w4t
o} (Table 1),

2. 718x| o] My

F1%A) Aol 4ubsl FAozE Aol 71.1%0l
A, Aol 55.4%clA, wedo] 33.7%0lA B Y
2,29 3F 2, AY, FIEA 5ol 79 24
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& 4 gigivH(Table 2).

Table 1. Age and Sex Distribution of the Patients

Age Mafe  Female Total {Percent)
10-19 2 4 6(72)
20—29 . 11 25 36 (43.4)
30 — 39 2 14 16 (19.3)
40 — 49 2 9 11 (13.3)
50 — 59 2 6{ 7.2)
60 — 1 7 8{ 9.6)

20 63 83 { 100)
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Table 2, Clinical Symptoms and Signs

Table 4. Classification of the Type by Initial Bronchos-
copic Findings

Number of

Type Cases Percent
Actively caseating type 38 40,0
Stenotic without fibrosis type 18 189
Stenotic with fibrosis type 9 9.5
Nonspecific bronchitic type 8 8.4
Tumorous type 13 13.7
Granular type 7 7.4
Ulcerative type 2 241

Total , 95% 100.0

Symptoms & signs Number Percent
STYMTPMS
cough 59 71.1
sputum 46 55.4
fever 28 33.7
dyspnea 17 20.5
hemoptysis 12 14.5
chest discomfort* 11 13.3
asymptomatic 7 8.4
SIGNS
wheezing 30 36.1
decreased B.S ** 5 6.0
no sign 13 15.7
* chest discomfort or pain
#* B.S. : Breath Soung
Table 3. Chest PA Findings of the Patients
Patterns Number Percent
Patchy infiltration 27 32,5
Collapse 17 20,6
Fibrostreaky densities 14 16.9
Mediastinal widening 7 8.4
Cavitary lesion 4 4.8
Mass shadow 4 438
Bronchiectatic changes 3 3.6
No active lesion 7 84
83 100,0

3. 712x| Feo| 85 YAM &H

g FF G #9elA e b A& (patchy
infiltration) o} 32.5%°)4 #A=HAD H % (cok
lapse)o] 20.6%°14 s} ditke-E A=A s
(Table 3),

ool AR{AAM 29 (fibrostreaky densities),
Z7% 7 (mediastinal widnenig), &% (cavitary
lesion), 3 &% (mass shadow), 7|54 44 W
3 (bronchietatic change)5-¢] 32, A4 ¢ F3
Al Al 4718 ol A% 8.4%°1% ).

* includes 12 cases of patients with simultaneous di-
fferent types of endobronchial lesions,

4. & 7| YX|P 22U KAH ER

719 A9 gAle] Ak A &9k 42718 & A
uisha o) Ala] fAEH 2500 wet 24 g A
7 AF7HA| b oz ol AT

213 A=A 3 A F (actively caseating type) ©|
40.0% 1A Bas]o] 7 £3 FAHE ol (type)
i A§3rt 9l 24 (stenotic without fibrosis
type)©] 18.9%, % %¥ (tumorous type)°] 13.9%,
A8-gtoll &4 %3 (stenotic with fibrosis type) ©]
9.5%, ulEo)A 71349 H (nonspecific bronchitic
type)°| 8.4%, %3 (granular type)°] 7.4%, ¥
I 79k (ulcerative type)°] 2.1%2) ¥x=2 I35
%o} (Table 4),
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Type in bronchoscopic findings
Fig. 1. Sputum AFB results in various types of endobronchial tbc.
Note relatively high positivity rate in each type.
a: actively caseating type d: nonspecific bronchitic type
b: stenotic without fibrosis type €: tumorous type
c: stenotic with fibrosis type f: granular type

Positive rate(%)

e
Type in bronchoscopic findings
Fig. 2. Compatible pathology results in different types. Actively caseating type,
Tumorous type and Granular type showed relatively specific pathologic find-
ings.
a: actively caseating type
bt stenotic without fibroisis type
¢: stenotic with fibrosis type

d: nonspecific bronchitic type
€: tumorous type
f: granular type

o Ano e AR AE Al A ool (97.1%) Fa=E Aol &
7. WX Kot 270 AT Hat oy el (Fie %),

Ay A9 AR Ad G ABAH 224
A4 3\ 2pe] wshepy (Fig. 4)€ 1, oAl A2% 5
ALY AR ok 8199 BAIA A ' (casea-
tion)o] 445 & Hol BRI,

1) Hehd ajAbY (Actively Caseating Type)

A4 ALY 718 A G A o] A 5o o}
2 A =o] 7l g £344 .2 2 (sequentially) A]
A J1RAA Aol A st Buf f3} 2712 50
YA AA #2be] <k 80%0) Aol TASA T 1270
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Fig. 3. Decrese in stenosis in actively caseating type. Decrese in stenotic lesion was
observed in 5 months in about 80% of patients.
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Fig. 4. Disappearance of caseation in actively caseating type. Disappearance of
caseation was cbserved in about 81.6% of patients upto 5 months of therapy.

2) M7 37t 2l HEHH (Stenotic Without Fibrosis
type)

o] ot (type) ol galFol| & A=t 244 (mucosal
hyperemia) % ¥-% (edema) 59 4% 47e°] 5/147
2ol AlYE A BAAR AT F 0% SAeA &
A=l

78 gAlgol 4] 7labA] 43 (stenosis) 2L w7l §
AR AR 7l dA AN A 2k 50%0] ol A TAH
Aol $A= 0} (Fig. 5, 6).

3) Mestol 2{8 ¥ A ¥ (Stenotic with Fibrosis

type)

o] ghakpol A 7| &= #3 £ (stenosis) & A5
LA A HE A BAR AoAAE o 40%Tkel
3AHNE Aoz FAHdod, gy o] oy

(subtype) & v¥]iLd X Bol ik A 4] Z Aol A
ZE i, (Fig. 7)

4) u|=olM 7|2txI¥ 8 (Nonspecific Bronchitic

type)
wlEol A Fl#x 3 g dAFAAE o 5% $A4

o QoA A& A3 54U 7kA ol A FE R 7] A
WAl A Aol A Aute & ¥ (hyperemia) ¥ FF
(edema) &9 BF4H0) TARE BAY + U+
(Fig. 8).

8) Zor8 (Tumorous Type)

of gappel olH 24 BAY ABAA £2oNA
A2 4AUAAS 1BAM E4Y 4 (endobron-

chial tumor-like lesion) &) Z+& 7 A A &= o

90%°1 4 HA= A oH(Fig. 9).
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Fig. 5. Decrease in hyperemia in stenotic without fibrosis type. Mucosal hyperemia
and edema wags improved in about 77.8% of patients upto 5 months of therapy.
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Fig. 6. Decrease in stenosis in stenotic without fibrosis type. Stenosis was decreased
in about 55.6% of patients during the same period.
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Fig. 7. Decrease in stenosis in stenotic with fibrosis
type. Stenosis was decreased in only about 44.4%
of the patients upto 9 months of therapy in this

type.
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Fig. 8. Decrease in hyperemia and edema in nonspecific
bronchitic type. Hyperemia and edema were
decreased in about 75.09% of patients upto 5
months.
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3™ 7] 3 =) 9 (Extrabronchial) % 7)34 4 (Intra-
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Fig. 9. Decrease in the lesion size in tumorous type. The
lesion size was decreased in about 92.3% of
patients upto 4 months of therapy.
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