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Effect of EGFRV Il expression on sensitivity of ovarian cancer SKOV3 cell

after Gefitinib treatment
ZHANG Li' ,BAO Lewen’
(1. Department of Gynecologic Oncology ,the Affiliated Cancer Hospital , Tianjin Medical University;
2. Key Laboraiory of Cancer Prevention and Treatment in Tianjin)
[ Abstract]Objective ;. To determine the relationship between EGFRv Il expression and sensitivity of SKOV3 cell to Gefitinib and to
give rational guidance to clinical medication. Methods : Plasmid pcDNA4/TO-EGFRv [l was stably transfected into SKOV3 cell and
the cell strains stably expressing EGFRv Il were screened out by zeocin antibiotics and named SKOV3-EGFRvIIl. MTT was used
to assess the viability of SKOV3— EGFRvII cell and SKOV3 cell treated by Gefitinib. Nude mice allograft tumor models bearing
SKOV3 and SKOV-EGFRvIIl were treated by Gefitinib. The sensitivity of the tumor model to Gefitinib was assessed by measuring the
tumor size. Results: Results of Western blot indicated that SKOV3-EGFRvIIl cell strain was successfully established. According to the
results of MMT, after being treated by Gefitinib, the mortality was lower in SKOV3-EGFRvIIl cell than in SKOV3 cell and the inhibi—
tion effect of Gefitinib was less intense on tumor model carrying SKOV3-EGFRv Il cell than on that carrying SKOV3. Conclusion

Over expression of EGFRVIIl in ovarian cancer SKOV3 cell results in its decreased sensitivity to Gefitinib.
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Fig.2 Cell viability after Gefitinib therapy detected by MTT assay
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Effect of total flavone from Litchi chinensis Sonn. on the expressions of

NF-«kB and MMP-2 in rats with hepatic fibrosis
LUO Weisheng',0U Shiyu?, JIN Yaling’,QIN Hao*,SUN Xurui®
(1. Department of Gastroenterology ,the First Affiliated Hospital ,Guangxi University of Chinese Medicine ;
2.Department of Digestive Medicine ,the Affiliated Hospital ,Guilin Medical University)

[ Abstract ] Objective: To observe the levels of nuclear transcription factors—kB(NF-kB) and matrix metalloproteinases—2 (MMP—-2)

in the liver tissues of rats with hepatic fibrosis and to explore

EBNB: F154(1959-), § , %48 4+,

BER 77 161 R AT i 64 SR a5 06 R AT,
HEETH: S ®2 AT ELBAAYARD (%%5.2010052); 7 & F
& 25 5O R E B I E AR B R B (%5 :10-046-04-k12)

the anti—hepatic fibrosis mechanism of total flavone from Litchi

chinensis Sonn.(TFL). Methods : Rats were randomized into

normal control group,model group,TFL high dose group,TFL

stress and EGFR kinase inhibitor—induced mitochondrialtranslocaliza—
tion:a potential mechanism of EGFR—driven antagonism of apoptosis|J].
Mol Cancer,2011,10:26.

[9] Lal B,Goodwin C R,Sang Y,et al, EGFRvIIl and c—Met pathway
inhibitors synergize against PTEN-null/EGFRy Il +glioblastoma xenografts
[J]:-Mol Cancer Ther,2009,8(7):1751-1760.

[10] Fernandes H,Cohen S,Bishayee S.Glycosylation—induced confor—
mational modification positively regulates receptor—receptor association:
a study with an aberrant epidermal growth factor receptor(EGFRv Ill/
DeltaEGFR) expressed in cancer cells[J].J Biol Chem,2001,276(7):
5375-5383.

[11] Al-Nedawi K,Meehan B,Micallef J,et al.Intercellular transfer of
the oncogenic receptor EGFRvIIl by microvesicles derived from tumour

cells[J].Nat Cell Biol,2008,10(5):619-624.

[12] Moscatello D K, Montgomery R B,Sundareshan P, et al.Transfor—
mational and altered signal transduction by a naturally occurring mu—
tant EGF receptor{]].Oncogene , 1996 ,13(1) :85-96.
[13] Moscatello D K, Holgado—Madruga M,Emlet D R, et al.Constitu—
tive activation of phosphatidylinositol 3-kinase by a naturally occurring
mutant epidermal growth factor receptor[J].J Biol Chem,1998,273(1):
200-206.
[14] Lal A,Glazer C A,Martinson H M, et al.Mutant epidermal growth
factor receptor up-regulates molecular effectors of tumor invasion[]].
Cancer Res,2002,62(12):3335-3339.
[15] Dreier A,Barth S,Goswami A, et al.Cetuximab induces mitochon—
drial translocalization of EGFRvII ,but not EGFR :involvement of mito—
chondria in tumor drug resistance[J]?Tumor Biol,2012,33(1):85-94.
(AL AR



