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Aim To investigate the effects of noradrenalin on the expressions of transforming growth factor (TGF-)B1 in
Methods THP-1 macrophage cells were incubated with different concentrations of noradre-
Then the mRNA levels of TGF-? 1 were determined by reverse transcription poly-
Levels of TGF-B1 in the supernatants of cells were determined by enzyme-linked immunosor-
Results THP-1 macrophage cells which treated with 100 nmol/L, 1 Pmol/L. and 10 Hmol/L noradrena-

lin, the mRNA levels of TGF-B1 decreased 9.3% ( P< 0.05), 39.5% (P< 0.01) and 47.8% ( P< 0.01) respectively.
THP- 1 macrophage cells which treated with 1 Pmol/L and 10 Hmol/L noradrenalin, the protein levels of TGF-B1 decreased 24. 7%

(P< 0.01) and 32.8% ( P< 0.01) respectively.

TGF-B1 expression decreased in human THP-1 macrophage cells.
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Conclusion Stress induced increase of noradrenalin concentrations cause
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LHE L TGF-B1 TGF-B1 &

R IRE mRNA (n= 6) (ng/L, n=3)
0 (XTHE) 0. 81 %0. 05 267.6%+18.7
10 pmol/L, 0. 85 0. 07 274.3%11.6
100 pmol/L. 0. 85 0. 07 269.9 £8.7

1 nmol/L 0.82%0.10 261.6£12.5
10 nmol/I. 0. 83 £0. 05 258.1%9.7

100 nmol/L 0.73 %0. 03" 249.5126. 4
1 Bmol/LL 0. 49 £0. 06° 201. 6 £10. 3¢
10 Pmol/L 0. 42 %0. 10° 179.7 £13. 6

b A P< 0.05, ¢ A P< 0.01, 5XIRZHMLLEL .
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