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Knerku ¢ M, nponosmkaroiye MpoaBIKEHHE MO Kie-
TOYHOM IMKIY, MOTYT BHOCHTb BKJIa] B yCHJICHHE T'€HETHYe-
CKOW HECTaOMIIBHOCTH MOMYJISALUH. Bo-TepBhIX, Kak mokas3a-
HO HaMH, B 3TUX KJIETKaX IOBBIIICH YPOBEHb ITOBPEKICHHS
JIHK. Bo-BTOpPBIX, UMEHHO U1 TAKUX KJIETOK XapaKTEPHO SB-
JICHHE XPOMOTpPHIICHCA. XPOMOTPHIICUC MPEICTABIACT OO0t
IIPOLIECC MAacCOBOM OJAHOMOMEHTHOH BHYTPUXPOMOCOMHOM
neperpynmupoBku (Meyerson, Pellman, 2011). KmtoueBsim
MOMEHTOM JIsi BOBHUKHOBEHHSI XPOMOCOMHBIX IE€PECTPOEK
MOXET CITy’KHTh BCTYIUICHHE MUKPOSIAEPHON KIETKH B S-(a-
3y (Crasta et al., 2012; Hatch et al., 2013; Zhang et al., 2015).
XpOMOTPHIICUC TPUBOJIUT K O3JI0KAYECTBICHUIO OMYXOJH B
CBSI3U C HapYILICHHUEM I'€HOB-CYIIPECCOPOB OITyXOJIeil MM aM-
mwmdukanueir onkoreHos (Meyerson, Pellman, 2011).

TakuMm 00pa3oM, MOXKHO MPEIIOI0KHUTE, YTO 00€ rpyI-
MBI KJICTOK SIBJSIFOTCSl MCTOYHHMKOM JajbHEHIIeH oImyxoJie-
BOI TpaHC(OpMAaIKH, B OCHOBE KOTOPOH JIe)KaT pa3HbIe MeXa-
HU3MBI.

Pabota BeImONTHEHA TIpH (pUHAHCOBOI moaaepxkke Poc-
cuiickoro Hay4yHoro ¢onzaa (mpoekt 14-50-00029).
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MICRONUCLEAR CELLS SURVIVAL IN MCF-7 CELL LINE
AFTER PACLITAXEL TREATMENT

0. 1. Sutyagina,* O. P. Kisurina-Evgenieva, G. E. Onishchenko

Department of Cell Biology and Histology, School of Biology,
M. V. Lomonosov Moscow State University, Moscow, 119234;
* e-mail: oksanasutyagina@yandex.ru

Paclitaxel is a microtubule-stabilizing drug, which has widely use in antitumor chemotherapy of p53-posi-
tive tumors. Clinical trial data show that effectiveness of paclitaxel therapy is limited. In the present study, we
evaluate the condition of human breast adenocarcinoma cells (MCF-7 cell line, p53+) after paclitaxel treatment
(125 nM, 48 h) and on the 1, 3, 5 and 7 day after removal of the agent. Using MTT method, we show that about
65 % of the cells avoid death and keep viability for 7 days. The main part of the cells are micronuclear, carry
DNA breaks and demonstrate low level of p53 activation. At the same time nearly that 5 % of the cells keep
proliferation activity. Received data allow to suggest that cell population after paclitaxel treatment could be a
sours of further tumor transformation and has a low susceptibility to following paclitaxel therapy.

Key words: paclitaxel, micronuclei, human breast adenocarcinoma



