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Effect of Youn-Gyo-Pae-Doc-San on the Release of Thymus
and Activation-Regulated Chemokine (TARC) in Human
Bronchial Epithelial Cell

Kyung-yeob Lee - Hee-taek Kim + E-wha Kim - Chang-gyu Nam - Ju-hyun Ryu

Chemokines are important for the recruitment of leukocytes to sites of infection, which is essential in
host defense. The thymus and activation-regulated chemokine (TARC) is a CC chemokine which
potentially plays a role via a paracrine mechanism in the development of allergic respiratory diseases.

Objectives : The objective of this study is to investigate the effect of Youn-Gyo-Pae-Doc-San on
the secretion of TARC of human bronchial epithelial cell

Methods : Enzyme-linked immunosorbent assay (ELISA) was performed to detect the secretion of
TARC. The cytotoxicity was measured by MTT assay.

Results : Youn-Gyo-Pae-Doc-San significantly inhibited the secretion of TARC with a dose -dependant
manner. The effective dosage did not have the cytotoxicity on human bronchial epithelial cell.

Conclusions : Results of our study show that Youn-Gyo-Pae-Doc-San would play an important
role in modulation of TARC in human bronchial epithelial cells.

Key words : Thymus and activation-regulated chemokine (TARC), Youn-Gyo-Pac-Doc-San, Human
bronchial epithelial cells, A549
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Fig. 1.

Standard curve between ultra-violet (UV) absorbance at 450 nm and the

concentration of thymus and activation-regulated chemokine (TARC). A simple linear
regression analysis of TARC concentration on the UV absorbance was calculated and
graphed. The equation of the estimated regression line is: y= 94.021x-19.773 . We used
this formula for TARC quantification in further experiments.
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Fig. 2. TARC released into the culture media of human bronchial epithelial cell
exposed to IL-4, TNF-a, IFN-v IL-1B, both IL-4 and TNF-a, both TNF-a and IFN-
v, or both IFN-y and IL-1B.
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Fig. 3. Time course response of TARC secretion in human bronchial epithelial cell at
48h after cytokine and Youn-Gyo-Pae-Doc-San (YP) (10, 50 and 100 xg/mé) treatment.
Each value is the meanzS.E.M. (n=3).
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Fig. 4. Effects of Youn-Gyo-Pae-Doc-San (YP) (10, 50 and 100 xg/m¢) on a secretion
of TARC in human bronchial epithelial cell at 24h after cytokine treatment. Each value is
the mean+S.E.M. (n=3).

5. MTT assay 2 2 Adale W BEEGHE AN Fo

BEHKERS FE7F AZWA 548 o HAE BEEL 10 ge/m, 50 pg/mt R 100 e/
o71EA &7 98 MTT assay2 o83 ml Z2 101.1£8.2%, 98.2:9.0% R 100.8+8.8%
oq 24tk HEFY YESES 1000:88% = AESHL #FHA FAohFig. 5.
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Cell viability (%)

control

Fig. 5.

YP (10 ug/ml) YP (50 ug/ml) YP (100 ug/ml)

Influence of Youn-Gyo-Pae-Doc-San (YP) on the viabilty of A549. The cell

viability' was determined using the MTT assay. There was no significant change in the
number of living cells between control and YP groups. Each value is the meantS.EM.

(n=3).
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