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EFFECTS OF MELATONIN ON BREAST
CANCER CELL PROLIFERATION
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EFFECTS OF IONIZING RADIATION ON BREAST
CANCER CELL PROLIFERATION (MCF-7)
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POTENTIATION OF RADIATION-INDUCED
GROWTH INHIBITION BY MELATONIN
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CELL CYCLE DISTRIBUTION IN MCF-7 CELLS AFTER TREATMENT
WITH MELATONIN AND IONIZING RADIATION
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EFFECTS OF RADIATION AND MELATONIN ON
RAD51 mRNA EXPRESSION IN MCF-7 CELLS
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EFFECTS OF RADIATION AND MELATONIN ON
DNA-PKcs mRNA EXPRESSION IN MCF-7 CELLS
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EFFECTS OF IONIZING RADIATION AND MELATONIN ON p53
MRNA EXPRESSION IN BREAST CANCER CELLS
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EFFECTS OF IONIZING RADIATION AND MELATONIN
ON AROMATASE ACTIVITY AND mRNA EXPRESSION IN
HUMAN BREAST CANCER CELLS

AROMATASE AROMATASE
ACTIVITY mRNA EXPRESSION

o
| 38
-
<
o
o
Y-
o
2
-

(&)

o
1

(&)}

(@
1

non-radiated cells)
N ~
()] (6]

(% of control
non-radiated cells)
~N
(6)]

o

Control Control 1 mM 10 M 1 nM Control Control 1 mM 10 M 1 nM
Non- pradiated \_ J Non- pradiated ‘\_ J
Radiated cells Y Radiated cells Y
cells Melatonin pretreatment cells Melatonin pretreatment
before radiation before radiation

_J _J
' '
s e a, p<0.001 vs Control non-radiated cells . 4.
Radiation b, p<0.001 vs Control radiated cells Radiation
¢, p<0.001 vs Melatonin 1 mM




EFFECTS OF IONIZING RADIATION AND MELATONIN ON
THE TWO MAJOR PROMOTERS (pI.3 AND pII) DRIVING
AROMATASE EXPRESSION IN BREAST CANCER
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EFFECTS OF IONIZING RADIATION AND MELATONIN ON
AROMATASE PROMOTER I.7 mRNA EXPRESSION IN BREAST
CANCER CELLS
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EFFECTS OF IONIZING RADIATION AND MELATONIN
ON SULFATASE ACTIVITY AND mRNA EXPRESSION IN
HUMAN BREAST CANCER CELLS
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CELL CYCLE DISTRIBUTION IN MCF-7 CELLS AFTER
TREATMENT WITH MELATONIN AND IONIZING RADIATION
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