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Analysis of Treatment Failure for the Pulmonary and Neck Tuberculosis
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Background : There are only a few studies regarding the causes of treatment failure for tuberculosis. There-
fore, this study aimed to determine the causes of intractable tuberculosis.

Methods : M. tuberculosis, differentiated MOTT (Mycobacterium Other Than Tuberculosis) were isclated, and
the RFLP (Restriction fragments length polymorphisms) patiern was analyzed from 204 patients with pulmo-
nary tuberculosis and 53 suffering from neck tuberculosis. The IL-18, IL-12, *1 IFNy and *2 TNF¢ blood lev-
els were measured. All patients were regularly followed for 18 months after treatment.

Results : There was no correlation between the RFLP patierns of M. tuberculosis treatment failure. From the
204 cases, 31.9% were intractable. The characteristics of patients with intractable tuberculosis were old age,
being male and recurrent cases. The causes of treatment failure were identified as follows ; a decrease n the
1L-12(59.4% ) concentration, drug resistant strain(54.7% ), irregular medication(154% ), MOTT(6.2%) and a
heavy infection(4.6%). The causes of all cases of intractable tuberculosis could be investigated. The IL~12 con-
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centration in the blood was significantly lower in the intractable cases, where it disclosed a maximum sensitivi
ty(64.7%) and specificity(75.4% ) at 165.0 pg/mL. Most of the 53 cases of neck node tuberculosis were treat-

ed successfully. Therefore, we were unable to analyze the cause of treatment failure.

Conclusion : A decrease in the blood 1L.-12 concentration and drug resistant strains were identified as the

most significant causes of treatment failure for tuberculosis. In Korea, infection by clusters were prevalent, but

no difference in the clinical course between clusters and non-clusters could be found. (Tuberculosis and

Respiratory Diseases 2001, 50 : 473-483)
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Fig. 1. Dendrogram of IS 6770 RFLP patterns
of 94 M. tuberculosis isolated from the
patients of Daegu area.
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Fig. 2. The RFLP patterns of the most frequent
cluster of M. ruberculosis in Korea.

Fig. 2. The RFLP patterns of the most frequent
cluster of M. tuberculosis in Korea.
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Table 1. Classification of M. tuberculosis RFLP pattens and resistance to the major anti-

— C. H. Jeon,

mycobacterial agents

et al —

% Resistant

Classification Number(%) INH RFFEMB KM
Cluster 60(63.8) 38.3 28.3 15.0 33
I 11(11.7) 27.2 27.2 0.0 9.1

I 9(9.6) 44.4 22.2 0.0 0.0

I 8(8.5) 375 125 25.0 0.0

N 6(6.3) 50.0 16.7 33.3 0.0

\Y% 6(6.3) 50.0 50.0 0.0 0.0

Vi 4(4.3) 50.0 50.0 50.0 0.0

Minor [-VI 16(17.0) 31.3 28.3 15.0 3.3

Non cluster 34(36.2) 32.4 20.6 11.8 8.8
Total 94 36.1 25.5 13.8 5.3

Table 2. Comparison of risk factors between
clustered and non-clustered group

Clustered Non-clustered

Number 60(63.8%) 34(36.2%)
Average age 47+19 43+20
Male (N=239) 25(54.7%) 14(45.7%)
Female (N==33) 21(63.6%) 12(36.4%)
Residence

Urban (N=46) 32(69.6%) 14(30.4%)
Country (N=19) 11(57.9%)  8(42.1%)
TB infection

Initial (N=45) 29(64.4%) 16(35.6%)
Reactivated(N=19) 13(68.4%) 6(31.6%)
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Table 3. Comparison of risk factors between cured and intractable tuberculosis

Cured tuberculosis

Intractable tuberculosis

Number
Age
M:F ratio

Reactivation( % )

Lung lesion(MA or FA)(%)
Resistance to INH(%)
Resistance to RFP(%)
Presence of family history(%)
Cases of irregular medication
Cases of MOTT infectin
T4/T8 ratio

IL-12 (pg/mL)

IL-18 (pg/mL)

IFNy (pg/mL)

TNFa (pg/mL)

139(68.1%)
455+20.4
1.10:1

16.2

41.3
54 (N=73)
1.4 (N=73)

11.3

0

0

1.96£0.66 (N==102)

282.1+137.8 (N=80)
2.2+£2.0 (N=80)
2.8+1.6 (N=80)
1.6+1.4 (N=80)

65(31.9%)
50.9£18.1
2.61:1

69.2

65.3
61.9 (N=42)
45.2 (N=42)

21.3

10

4
1.57+1.67 (N=41)
179.4+129.6 (N=37)
3.1x+28 (N=37)
24+1.4 (N=37)
1.3£0.8 (N=37)

Table 4. Analysis of causative factors for the 65 intractable tuberculosis

Reactivation

with resistance

with resistance and heavy infection

with resistance and decrease of 1L-12

with decrease of 1L-12

with decrease of IL-12 and heavy infection

with heavy infection
with irregular medication
with MOTT infection

only

Decrease of blood 1L-12( < 165pg/mL.)

Multi drug Resistance
Irregular medication
MOTT infection
Heavy infection

Unknown

69.2% (100%)

(28.9)

(2.2)

(4.4

(26.7)

(2.2)

(6.7)

(4.4)

(2.2)

(22.2)
59.4%
54.7%
15.4%
6.2%
4.6%
0.0%
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Fig. 3. Boxplots of blood IL.~12 concentration in
the patients with tuberculosis.
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Table 5. Bacteriologic and clinical characteristics of patients with lymph node tuberculosis

Number

Age

M : F ratio

Number of cured cases
Number of intractable cases
Number of cultured cases
Number of M.tuberculosis
Resistance to INH and RFP

T4/T8 ratio (N=19)
IL-12 (N=19)
IL-18 (N=19)
IFNy (N=19)
TNFa (N=19)

53
35.1+21.1
0.44:1
51 (96.2%)
2 (3.8%)
13
13
7.7%
1.96+0.79
266.7+139.4 pg/mL
1.43+1.26 pg/mL
2.31+0.80.6 pg/mL
1.07 £0.76 pg/mL
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