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Effects of Bezafibrate and Fenofibrate on the Proliferation of Lung Adenocarcinoma PC-9 Cells and the
Expression of c-myc

WANG Guiping', LIANG Jiecong®, LI Zhibin', ZHANG Yantao' (1.Dept. of Pharmacy, Guangzhou Health
Science College, Guangzhou 510180, China; 2.Dept. of Surgery, Guangzhou Women and Children’ s Medical
Center, Guangzhou 510623, China)

ABSTRACT OBIJECTIVE: To study the effects of bezafibrate (BEZ) and fenofibrate (FEN) on the proliferation of lung
adenocarcinoma PC-9 cells and the expression of c-myc. METHODS: The effects of BEZ and FEN (12.5, 25, 50, 100, 200
umol/L) on the survival rate of PC-9 cells were detected by CCK8 method. PC-9 cells were divided into administration group and
control group. Administration group was given low, medium and high concentration (25, 50, 100 umol/L) of BEZ and FEN;
control group was treated with dimethyl sulfoxide for 48 h. Cell cycle distribution and apoptosis were detected by flow cytometry.
qRT-PCR was used to detect mRNA relative expression of c-myc in cells. The protein relative expression of c-myc in cells were
detected by Western blot assay. RESULTS: The survival rates of PC-9 cells were (80.76 + 3.2)% , (74.35 + 5.06)% , (62.8 +
1.23)% , (59.03 £ 1.55)% , (39.8+1.01)% under the action of above concentration of BEZ; and the survival rates of PC-9 cells
were (74.46 £ 1.30)% , (61.91 + 4.77)% , (4895 + 2.8)% , (37.05 + 1.55)% , (32.49 £ 1.36)% under the action of FEN.
Compared with control group, G, phase cell ratio increased significantly in medium and high concentration groups of BEZ and
FEN; the apoptotic rate of PC-9 cells was increased significantly in low, medium and high concentration groups of BEZ and FEN;
mRNA and protein relative expression of c-myc were decreased significantly, with statistical significance (P<<0.05).
CONCLUSIONS: BEZ and FEN can inhibit the proliferation of PC-9 cells, and down-regulate c-myc expression.

KEYWORDS Bezafibrate; Fenofibrate; Lung adenocarcinoma PC-9 cell; Half inhibitory concentration; c-myc; Inhibitory effect
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Tab 1 Primer sequence and fragment length

HEH 5145750 LA, bp

c-myc -i#: ACACATCAGCACAACTACGC 20
Fi#: CCTCTTGACATTCTCCTCGGT 21

GAPDH i : GGGAAACTGTGGCGTGAT 18
Tl : GAGTGGGTGTCGCTGTTGA 19
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Fig 1 Survival rate curve of PC-9 cells treated with
different concentrations of bezafibrate and fe-

nofibrate
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Fig 3 Cell proportions in different cycle of cells in
each group

FRLH HAE , RE IR B T DURRZ A I A PR T2 22 R 4
T L (P>0.05) . S5 REH], ZRFL DR FIE 1 DAY
¥l S PC-O AL T, P T35 A FH S v AR ke
B AE AR . 2 A M T n B B I 4, P T
AR ZE R LI 5

3.4 #ZHiEH c-myc mRNA Ri&

EGXT B b, AL DURHIC vk B 2R RN R DL
RGP L TR A A0 B P c-mye mRNA F8 A X 26k B
BIu B REAIC, 22 S HA G2 8 L (P<0.05) . H2RHL
DR R VA A L s, I A DR R A R A A i P e-mye
mRNA A FRR B B AL, 2 R BA g X
(P<<0.05) ; WG Z4IE | P v B 2H 40 D c-mye mRNA i 4H
X Fik i 22 TG FE L (P>0.05) . 414 rh
c-myc mRNA ATk 5 AN 45 2R IR 6.

TEHEE 2019FEF0FFEE



HALIR

10" 4 1 10
Ql Q2 Ql Q2
10° 4
= 1 Q2+Q3=3.81%
~~ : A
1 ‘ 3
0y 4’
T 28 \
10° 10 10 10° 10 10° 10' 10 10° 10
Annexin V-FITC Annexin V-FITC
AXFHRZ] BRHL DUV 4L

Q2

:zr@i 1.87%

¢ ] Q3
10° 10" 10° 10° 10 10° 10' 10° 10° 10
Annexin V-FITC Annexin V-FITC
CAFLIURFrh e i D ARFLIURR vk B 4l
10'1 ] -
Ql Q2
10" ¢

10° 9

PI

104 3
1 0

10° —_—
10° 10 10 10° 10
Annexin V-FITC
B’ AR DURHI VR 20

Annexin V-FITC
A’ X HEZ

10" y— — 10' 1

1o Q2

1aQ1 Q2
10°4 oz#c-a-_{éﬂ 10" ozooaLa’;'ﬁw ,

= 1021 = 10" 9
10'4 0] g
4, & 3
ol Q3 o Q

10° 10 102 10° 10
Annexin V-FITC Annexin V-FITC
C” AR DR FE AL D AR DU e e 4L

4 FBHMEEATHESE
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