Kekkaku Vol. 67, No. 12 : 755

= =

BEIR I & OEIfiFS A% 38 1T B 5 KM IMBAER D Interleukin—-1 8 (IL-18),
Tumor necrosis factora (TNFa) ¥ XU Interleukin—6 (IL—6)

EEAERE DR
Z o0 W E -k B O Sk F I OKE 1
i il o R wo% - kK W ofE -
D=
ARBRALIRFIR 25 2 R
1 K%
fel A4 B
% 0 oHEET .o om oM. Ak N 1
CRLC

BRI 2 i P 2% B BE R
2 46 H 29 H

CASE STUDY OF INTERLEUKIN-1 3, TUMOR NECROSIS FACTOR a AND
INTERLEUKIN-6 PRODUCTION PERIPHERAL BLOOD MONOCYTES
PATIENTS DIAGNOSED WITH DIABETES MELLITUS
COMPLICATED BY PULMONARY TUBERCULOSIS

Katsuhiko TSUKAGUCHI * | Takahiro YONEDA, Masanori YOSHIKAWA,
Takeshi TOKUYAMA, Akihiro FU, Koichi TOMODA, Nobuhiro NARITA,
Yasunori ENOKI, Mariko TSUKAGUCHI, Fumio SHIRAI,

Hiroshi KITAMURA and Ryuji MIYAZAKI

(Received for publication June 29, 1992)

Patients with diabetes mellitus (DM) show an increased susceptibility to bacterial
infections due to the presence of neutrophil dysfunction. Susceptibility to tuberculosis has
also been reported in such patients, however, the reason remains unclear.

This study measured the production of interleukin—1 8 (IL—1 /), tumor necrosis factor «
(TNF a) and interleukin—6 (IL—6) by the peripheral monocytes of patients diagnosed with
pulmonary tuberculosis accompanied by DM (TB+DM) and patients without DM
complications (TB) using age—matched, healthy control subjects for comparison. Also
examined was the relationship between cytokine production and DM control. The results
were as follows :

(1) The production of IL-13, TNFa and IL—6 in TB patients was significantly higher
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than that observed in the healthy control subjects.
(2) The production of IL-18, TNFa and IL—6 in TB+DM patients was significantly

lower than that observed in the TB patients.

(3) The production of IL-18 and TNFa in TB+DM patients with poor control was

significantly lower than that observed in the patients with good control.
(4) The TNF a production had a significant inverse correlation to HbA, . in the TB+DM

patients.

This study demonstrated that the production of cytokines is impaired in TB+DM
patients and suggests a close correlation between tuberculosis immunity and DM.
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Table Subjects of TB+DM Group

Case | Gaffky | Extent F%rsng/dl) HbA&%/O)
@ v bll, 112 5.6
® I b, 120 5.3
® I [ 10, 124 6.0
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©) VI bl 4 189 7.8
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@ VI bll, 195 8.2
® Vil [ 10, 195 8.4
® VI bl, 203 8.7
® \' {10, 206 7.9
® v blll, 288 9.2
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Fig. 1 Production of IL— 1 B in Patients
with Pulmonary Tuberculosis with
DM(TB+DM) or without DM(TB)
and in Healthy Controls (Ctrl)
Data are represented mean=*tSE
N=15 *p<(0.01
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Fig. 2 Production of TNF a in Patients

with Pulmonary Tuberculosis with
DM(TB+DM) or without DM(TB)
and in Healthy Controls (Ctrl)

Data are represented mean*SE
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Fig. 3 Production of IL— 6 in Patients
with Pulmonary Tuberculosis with
DM(TB+DM) or without DM(TB)
and in Healthy Controls (Ctrl)

Data are represented mean*SE

N=15 *p<0.01
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Fig. 4 Production of IL—1 8inTB
+DM Patients Classified by
Fasting Blood Sugar(FBS)

Data are represented
mean+SE  *p<0.05
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Fig. 5 Production of TNF @ in TB+DM
Patients Classified by Fasting
Blood . Sugar (FBS)

Data are represented mean®SE

* p<0.01
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Fig. 6 Correlation between TNF a and
HbAlc in Patients (TB+DM)
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