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The inhibit effect of bezafibrate combined with cisplatin on the growth of lung cancer
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[ Abstract] Objective To observe the antitumor effect of bezafibrate (BEZ) or combined with cisplatin
(DDP) on lung cancer xenograft in nude mice and explore its possible mechanism. Methods Lung cancer xen-
ograft model was established by injecting A549 cells into subcutaneous tissue of nude mice. BALB/C-NU mice
were randomly divided into four groups:the control group (saline) ,the BEZ group (200 mg/kg bezafibrate),
the DDP group (2 mg/kg cisplatin) and the combined therapy group (200 mg/kg BEZ+2 mg/kg DDP). The
volume and tumor growth inhibition rate of xenograft were compared. Cell apoptosis in xenograft tissues was
detected by flow cytometry. mRNA expression levels of IL-6,iNOS,COX-2 and NF-xB1 in tumor tissues were
detected by real-time fluorescence quantitative RT-PCR (RT-qPCR). Results The growth of xenograft was
inhibited in different degree in different group. The inhibition rate of tumor growth in the BEZ, DDP and
BEZ+DDP group was 27. 69%,38. 46% and 52. 30 %, respectively. Cell apoptosis rate in the BEZ, DDP and
BEZ-+DDP group was (11. 74=+1. 21) %, (29. 56 £2. 50) % and (43. 24 £ 4. 83) %, respectively. Compared
with the BEZ or DDP group,the apoptosis rate increased significantly in the combined therapy group (P <C
0. 05). Compared with the control group,the mRNA levels of IL-6,iNOS,COX-2 in the xenograft significantly
decreased in other groups,especially in the BEZ+DDP group (P<C0. 05). Conclusion It is demonstrated that
bezafibrate can significantly inhibit the growth of lung cancer xenograft,and enhance the antitumor effect of
DDP.
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o AR i A A AR

1.1.2 sZ# %  BALB/C-NU /M E (SPF %) 24
Hog |8 db ot 4e 58 A 2 52 5 3 A BR 2\ (NO:
11400700063292) , SPF UMW F ) AR 4 B2 5L 5K
o (B A% IE S 0082700) . BLIE 4~6 JH,
i 16~18 g, MEME M 55 T ¥ A Y 2 28 L i
BEE IR (2243)°C L 18 B #2076 (50 2200 % 4T O 5
R¥EH 12 h FFAT /12 h JBEEIHIA

11,3 ARk ML F g T & (SW-CJ-
IFD), 8] % % 2+ & i 5 (OLYMPUS CKX41, U-
CTR30-2), 40 Mg {8 #i& ¥ 3% 4§ ( Thermo scientific,
HERACELLI150D , % fig % 4l 37 3@ < % IVC R &
(IS7, FRAL R 25 M4 A BR A 7D Bt 2 48 Mg A (Becton
Dickinson, £ E) . 4 I3 . RPMI-1640 K5 57k |
HR MR KRG A Hyclone; BEZ #1 DDP Ity
2 [E Sigma 2\ F],

1.2 Jii&

1485
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TCT TGG GTC TCC GC-3'; 348 4 -2 (cyclooxy-
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AL i S R N M R T 22 PR 2 0 ]
KR EZALS . SCHERGE  PPARG B0 7 AT
UIE A IR 7 T I - i R (N I
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P H R AP R AE R B8 BEZ a R o 410 i ek £k
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