(T @EAER L) 2017485273551
CHINA ONCOLOGY 2017 Vol.27 No.1

I35 B A k) B IR A5 49 28 BUAE R
%M G172 A A5 R AU

Fion, 1IR3, TRS, BEE, BES, K Al
T BE R = BEBE IR, 1L 1 5P 050051

(HE] LTES58H: FEIEH-2(cyclooxygenase—2, COX-2) 5/ M4 . WREVELREAHSE, COX-2
5050 B A% 0 S s 152 22 PN % o T SRR COX =230 b1 0] 38 T 5 A1 755 4100 S O J s A SAQ 240 L 4 BEL R AL {2
FERHER MU, DL 5% EA & R RYIT R F7ik s KR A SO M 27l 30 L BALB/c IR FR A7
MR R, B ABAERAR A B & BRI B (n=29) BENL > J44H . XFRRZH(n=7). U Fs Al (n=8). I%4A4H
(n=7) M3 Hi 5 A0 I B AN AL (n=7) o % IR 15 45 5 K B 2518 7K e e w39 25 5 0.9% Na CI L, T6RYT 415393
ST T SCH A B H 40 mg/keg SRR SIS E1 R E 7.5 me/kg AL ], A H MR RURE . TG sh & —ik
T, HZG6F R AFERE R, BB AIZL, N S pE 28U 2% 1 Allveal —time PCRAMHIKLIN A L IPFEPTEN |
cortactinf [1 AR mRNAFIE Ko R AR 7 225001 MAESEUG A T 5 b4 ir . SR e U R
A RIS . IS Z A D, B, AN A A AR I S IR A L, S A A B
B PTENE M M HmRNAZRR I TR, 25 5790 Goil 248 L (PH#<0.001); SXTRRAIM L, WEGEMRLL KBS
Heortactingi 14 S HmRNA S35 B I FAAIG ?_.::_ﬁﬁ%i‘l‘i%&)‘((laiq<0001)o PTEN 5cortactinZE [/ . PTEN mRNA
Hecortactin mRNAYE 317 M 6 (r=—0.660 . -0.983, P¥<0.001), Z5it: HTEARREGSINHIAE/ NN B Sl i 152
ZERERS, HAEFIOLHRIATRE S EIHPTENSR 1 &% F Mcortactin 136356 3¢ . o E A0 X AL 7T g HAT 19 %
fEH

(&R ] AR/, 22858, i, PTEN; KENEEA

DOI: 10.19401/j.cnki.1007-3639.2017.01.001

RESHES: R7342 XEFEER: A XEHS: 1007-3639(2017)01-0001-06

Inhibition of invasion and metastasis by imrecoxib and its mechanisms in lung adenocarcinoma A549
cell xenograft in nude mice WANG Lingchan, CUI Lijing, WANG Dongchang, ZHAO Yunxia, ZHAO
Zhifang, CHEN Gang (Department of Respiratory Medicine, the Third Affiliated Hospital, Hebei Medical
University, Shijiazhuang 050051, Hebei Province, China)
Correspondence to: CHEN Gang E-mail: chengang.8@hotmail.com

[ Abstract ] Background and purpose: Cyclooxygenase—2 (COX-2) participates in angiogenesis and lymph
node metastasis of lung cancer. COX-2 inhibitors could inhibit invasion and metastasis of lung cancer. This study aimed
to investigate the inhibition of invasion and metastasis by COX-2 inhibitor imrecoxib in xenograft tumor of lung adenocar—
cinoma A549 cell in nude mice and to explore its possible mechanisms, in addition, to observe the efficacy of imrecoxib
combined with lobaplatin. Methods: Thirty male BALB/c nude mice were injected subcutaneously with A549 cells into the
right axillary region to establish xenograft models. Twenty—nine successfully modeled mice were randomly divided into four
groups: control group (n=7), imrecoxib group (n=8), lobaplatin group (#=7), imrecoxib combined with lobaplatin group (#=7).
The control group was treated with the same amount of sterile distilled water and injected with the same amount of 0.9%
sodium chloride solution via caudal vein. The treatment group was treated with imrecoxib tablets 40 mg/kg per day through
gavage and injected with lobaplatin 7.5 mg/kg per week via caudal vein respectively. The diet, physical activity and other
normal conditions of nude mice were observed everyday. After 6 weeks, 29 mice were sacrificed and transplanted tumor
tissues were cut off. The expression of PTEN, cortactin protein and mRNA were detected by immunohistochemistry and

real-time PCR. The data were analyzed with one—way anova and non-parametric test. Results: In the last week, the diet
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and physical activity of all nude mice were less than before, and they became thinner, which were more obvious among the

mice in lobaplatin group and imrecoxib combined with lobaplatin group. Compared with the control group, the expression

of PTEN protein and mRNA were significantly increased in imrecoxib group and imrecoxib combined with lobaplatin group

(P<0.001, respectively). Compared with the control group, the expression of cortactin protein and mRNA were significantly

decreased in imrecoxib group and imrecoxib combined with lobaplatin group (P<0.001, respectively). PTEN and cortactin

protein, PTEN and cortactin mRNA had significantly negative correlation (r=—0.660, —0.983, P<0.001, respectively).

Conclusion: Imrecoxib can inhibit non—small cell lung cancer invasion and metastasis which may be involved in upregu—

lating PTEN protein and reducing cortactin protein. Imrecoxib could enhance the effect of lobaplatin chemotherapy.
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Fig. 1 Comparison of the growth of lung adenocarcinoma A549 cell xenografts in nude mice of different groups after 6 weeks
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Fig. 2 Positive expression of PTEN and cortactin protein in tumor tissues of different groups
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