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ABSTRACT

Increasing Effects of Apoptosis When Co-treated Scutellaria barbata D. Don.
with Anti-cancer Drugs

Ju-Young Nam*, Jung-Suk Sung**, Hyun-Ik Jun*x*,
Jeong-Won Lee*, Su-Kyung Kwon*, Dong-I1 Kim#*
*Dept. of Ob&Gy, College of Korean Medicine, Dongguk Univ.
*xDept. of Life Science, College of Life Science, Dongguk University

Purpose: This experiment was designed to find out increasing effects of S.
barbata. co—treatment with anti—cancer drugs at cancer cell’s growth inhibition
effect.

Methods: Divergent observational study of the S. barbata. co-treatment with
Cisplatin treatment on HeLa cell. Cell viability using MTT assay, Cell Culture
and Cytotoxicity Studies, Cell Cycle Analysis, Annexin V-FITC/PI assay, Cell
morphological assessment, PARP cleavage using Western blotting analysis when
Hela cell were co-treated with Cisplatin and Scutellaria Barbata extracts.

Results: When Hela cell were co-treated with Cisplatin and Scutellaria
Barbata extracts, we found out wviability of Hela cell, changing in the
distribution of cell cycle, Annexin V-FITC staining, DAPI staining, PARP
clavage protein assay by Western-blot. So Scutellaria Barbata extracts have
increased apoptosis

Conclusion: When co-treated Scutellaria Barbata extracts with anti-cancer
drugs, the anti—cancer effects were increased.

We still not sure which constituent apoptosis at cancer cells and activates
anti—cancer effects suppressing, but we believe that it’ll be revealed here after
with following experiments.
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A. HeLa cells were treated with various concentrations 0, 80, 40, 20, 10-fold diluted S. barbata
extracts for 24h, respectively; B. Hela cells were treated with various concentrations(5-50 uM)
of Cisplatin for 24 h, respectively; C. HeLa cells were co-treated 25 uM Cisplatin and 0, 80, 40,
20, 10-fold diluted S. barbata water extracts (opened squares) and MeOH extracts (closed
squares) after 24 h; D. HeLa cells were co-treated with 40-fold diluted S. barbata water extact
(closed square) and MeOH extracts (opened square) , 0, 5, 10, 25, 50 uM Cisplatin after 24 h;
Cell viability was determined by MTT assay and the absorbance was measured by ELISA at
wavelength of 570 nm. Results are expressed as the mean * S.D. of three independent

experiments.
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Fig. 3. The Effect of Cisplatin and S. barbata Extract on Apoptotic Portion in HelLa
cells by Annexin V-FITC/PI Assay

Apoptosis was quantified by FAC Scan flow cytometry of Annexin V-FITC / PI double staining.
A. HeLa cells were treated with control for 24 h; B. HelLa cells were treated with 40-fold
diluted S. barbata extract for 24 h; C. HelLa cells were treated with for 25 uM Cisplatin 24 h;
D. Hela cells were co-treated with of 40-fold diluted S. barbata extract and 25 pM Cisplatin
for 24 h.
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Fig. 5. The Effect of S. barbata Extact and Cisplatin on Cell Cycle Pattern and

Apoptotic Portion in HelLa Cells

HelLa cells were treated with control, 40-fold diluted S. barbata extract , 25 uM Cisplatin, and
co—treatment of 40-fold diluted S. barbata extract and 25 nM Cisplatin for 24 h by cell cycle

analysis.
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A. Western blotting analysis of apoptosis-regulating proteins such as PARP in HeLa cells
treated with various reagents for 24 h. Lane 1, Untreated; Lane 2, 25 uM cisplatin; Lane 3, 6
mM MMS; Lane 4, 40-fold diluted S. barbata MeOH extracts; Lane 5, Co-treatment with 25
uM cisplatin and 40-fold diluted S. barbata MeOH extracts; B. Graphical representation of the

data shown in A.
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