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Clinical Significance of Plasma TGF-p, in Coal Workers’ Pneumoconiosis

Chong Ju Kim, M.D., Won Yeon Lee, M.D., Ae Ra Hong, M.D.,
Pyo Jin Shin, M.D., Suk Joong Yong, M.D., Kye Chul Shin, M.D.

Department of Internal Medicine, Yonsei University Wonju College of Medicine, Wonju, Korea

Background : Coal workers’ pneumoconiosis is a fibrotic lung disease resulting from chronic inhalation of coal
dust. The precise mechanism of lung fibrosis in coal workers’ pneumoconiosis is uncertain. However, a relation-
ship between the stimulation of fibroblast proliferation and collagen production by mediators released from in-
flammatory and resident hing cells is thought to be a major factor. The transforming growth factor-g (TGF-
B), a multifunctional cytokine and growth factor, plays a key role in the scarring and fibrotic processes due to
its ability to induce extracellular matrix proteins and modulate the growth and immune function of many cell
types. To determine the involvement of TGF-8 in the development of lung fibrosis in coal workers’
pneumoconiosis, the TGF-4, level in plasma was measured in patients with coal workers’ pneumoconiosis.
Methods : Plasma was collected from 40 patients with coal workers’ pneumoconiosis (20 with simple coal
workers’ pneumoconiosis and 20 with complicated coal workers’ pneumoconiosis) and from 10 normal controls.
The ELISA method was used to measure the plasma TGF-#, concentration.

Results : Compared to the control group (0.63£01.8 ng/mL), there was no significant difference in the plas-
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ma TGF-3, level in patients with simple coal workers’ pneumoconiosis (0.64 +0.17 ng/mL) (p>0.05). Howev-
er, in patients with cbmplicated coal workers’ pneumoconiosis the plasma TGF-8, level (0.79+0.18 ng/mL)

was significantly higher than in patients with simple coal workers’ pneumoconiosis and the control group (p<

0.05).

Conclusion : The data suggests that TGF-#, has some influence in the development of lung fibrosis in coal

workers’ pneumoconiosis. ( Tuberculosis and Respiratory Diseases 2001, 50 : 76-83)

Key words : Coal workers’ pneumoconiosis, TGF-43,, Pulmonary fibrosis.
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Table 1. Charateristics of three groups

Age S Occupational
ex .
Groups (years) history(years)
Mean +SD M:F Mean +SD
Control 61.3+6.0 10:0 0
Simple pneumoconiosis 68.0+7.0 19:1 23.2+9.0
Complicated pneumoconiosis 64.0+5.0 20:0 26.5+9.0
Table 2. The concentration of TGF-8, in 14 - p<0Ds
three groups <005 ‘ '
. 1.2 7 >005 8
Concentration(ng/mL)
Groups 10 4 8 3
Mean +SD 3
8 1 8 g e
Control 0.63+0.18 - (3 % @
Simple pneumoconiosis* 0.64+0.17 gn a $ g
Complicated & 4 s
pneumoconiosis'® 0.79+0.18 22 ‘
control simple complicated
*$>0.05 vs control group. :
$h<<0.05 vs control group. Fig. 1. Comparison of plasma TGF-8, concen-

< 0.05 vs simple pneumoconiosis.

mL (0.42~0.96 ng/mL) & & #7ke] &3 TGF-
B2 Aol7h gIitH(p=0.82). EFA %3’5'1?— Z19)
= 2099 €4 TGF-8, =& 0.79+0.18 ng/
mL (0.46~1.14 ng/mL)& A4 =L {.} =)
FE AAFH st ofnl A =9 (p<0.05,
Table 2, Fig. 1).
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