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Influence of IGF- Il on the expression of KCC1 in cervical cancer cells
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[ Abstract | Objective: To discuss the influence of insulin-like growth factors-2 (IGF-II ) on the expression of K, Cl cotransport-1 (KCC1 )

of cervical cancer SiHa cells. Methods : Using semi-quantitative RT-PCR and Western-blot, the changes of KCC1 mRNA and protein expres—

sion of SiHa cells were detected after treated with IGF-II at different time and concentrations. Results: After treated with IGF-II, the expres—

sion of KCCl mRNA and protein in SiHa cells increased obviously, showing a time-dose dependent relationship. Conclusion: The increased

expression of KCC1 by IGF-1II may play an important role in the development of cervical cancer.
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50 ng/ml;3 h 0.59 +0.17%
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0.12,0.59+0.17,0.69+0.13, ; KCC1 25 [ 73K 50 & 43
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TGF-T1 X5 #0920 i 4 A J ARt EVE o

KEWFF BN, IGF SZ AR & T 45 & i i A= K
K2 AR G005, AL R e (5 o1 el h, 2234 R
PG BB S (mitogen-activated protein kinase,
MAPK) i 2 H Ao i 2t LU BE 28 % Py ol
P SR N A5 o A ad B, P ) Evk 12 38 B0

JifrIe 240 B 1) AL RN B A B ISR, S22t
S e 2 Az ) SR P R 1T ERK Y3
T AR A0 P A BB R AR 7 R
AR T T 0 ERK G 8005 75 28 8 5 T
25, YdE B ZRE T 2R S 50 %
) 441 PN 4 B T A Erk 1/2/MAPK 3 % AN ] fike
B4, MAPK 38 4 il 5 BB AOME R (8,
P, KCC R IGF-IT /Y R liE A, i 815 4 i
AR5 5 TGF-IT X B 20098 40 i & 2E % e 1Y
PEHEAE I RIS, A B 20 A Y A 5 14/ M mT g
S — AR UE IGF-T R IEVE R 5 — R B iR 1E
A4, A AT DL 90 3 AR AR BELr X —
WA, MITRIATRY T 9 5 2 R 1 By S99 1) 14 7
FUZZEM H I, A T T .

SE

[1] SCHOELL WM, JANICEK MF,MIRHASHEMI R. Epidemiology and
biology of cervical cancer| J J. Semin Surg Oncol.1999,16(3):203-211.

[2] F LANG,M FOLLER,K S LANG, et al. Ton channels in cell prolifer—
ation and apoptotic cell death[ J ]. ] Membr Biol,2005(3) : 147-157.

[3] MENG-RU SHEN,CHENG-YANG CHOU,J CLIVE ELLORY , et al.
Volume-sensitive KCI cotransport associated with human cervical car—
cinogenesis| J |. Eur J Physiol,2000,400(5) : 751-760.

[4] DI FULVIO M, LAUF PK,SHAH S, et al. NONOates regulate potassi—
um-chloride cotransporter-1 and -3 mRNA expression in vascular
smooth muscle cells[ ] ]. Am J Physiol,2003,284 (5):H1686-H1692.

[5] MATHUR SP,MATHUR RS,UNDERWOOD PB et al. Circulating
levels of insulin -like growth factor II and IGF -binding protein 3 in
cervical cancer [J]. Gynecol Oncol,2003,91 (3) :245-248.

[6] SARRANO ML,ROMERO A. Serum levels of insulin-like growth fac—
tor-I and -II and insulin-like growth factor binding protein 3 in women
with squamous intraepithelial lesions and cervical cancer [J].
Biomedica, 2006,26(2):258-268.

[7] DAVID R,CLEMMONS,LAURA A MAILE. Minireview :integral
membrane proteins that function coordinately with the Insulin-like
growth factor I receplorto regulate intracellular signaling [J]. En—
docrinology, 2003, 144(5) : 1664-1670.

[8] DE LOS HEROS P,KAHLE KT,RINEHART J.WNK3 bypasses the
tonicity requirement for K-Cl cotransporter activation via a phos—
phatase-dependent pathway [J]. Proc Natl Acad Sci USA,2006,103
(6):1976-1981.

[WFEEE] 2007-04-13
(%HE ER)



