
Êëåòêè ñ Ìß, ïðîäîëæàþùèå ïðîäâèæåíèå ïî êëå-
òî÷íîì öèêëó, ìîãóò âíîñèòü âêëàä â óñèëåíèå ãåíåòè÷å-
ñêîé íåñòàáèëüíîñòè ïîïóëÿöèè. Âî-ïåðâûõ, êàê ïîêàçà-
íî íàìè, â ýòèõ êëåòêàõ ïîâûøåí óðîâåíü ïîâðåæäåíèÿ
ÄÍÊ. Âî-âòîðûõ, èìåííî äëÿ òàêèõ êëåòîê õàðàêòåðíî ÿâ-
ëåíèå õðîìîòðèïñèñà. Õðîìîòðèïñèñ ïðåäñòàâëÿåò ñîáîé
ïðîöåññ ìàññîâîé îäíîìîìåíòíîé âíóòðèõðîìîñîìíîé
ïåðåãðóïïèðîâêè (Meyerson, Pellman, 2011). Êëþ÷åâûì
ìîìåíòîì äëÿ âîçíèêíîâåíèÿ õðîìîñîìíûõ ïåðåñòðîåê
ìîæåò ñëóæèòü âñòóïëåíèå ìèêðîÿäåðíîé êëåòêè â S-ôà-
çó (Crasta et al., 2012; Hatch et al., 2013; Zhang et al., 2015).
Õðîìîòðèïñèñ ïðèâîäèò ê îçëîêà÷åñòâëåíèþ îïóõîëè â
ñâÿçè ñ íàðóøåíèåì ãåíîâ-ñóïðåññîðîâ îïóõîëåé èëè àì-
ïëèôèêàöèåé îíêîãåíîâ (Meyerson, Pellman, 2011).

Òàêèì îáðàçîì, ìîæíî ïðåäïîëîæèòü, ÷òî îáå ãðóï-
ïû êëåòîê ÿâëÿþòñÿ èñòî÷íèêîì äàëüíåéøåé îïóõîëå-
âîé òðàíñôîðìàöèè, â îñíîâå êîòîðîé ëåæàò ðàçíûå ìåõà-
íèçìû.

Ðàáîòà âûïîëíåíà ïðè ôèíàíñîâîé ïîääåðæêå Ðîñ-
ñèéñêîãî íàó÷íîãî ôîíäà (ïðîåêò 14-50-00029).
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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.
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