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[ Abstract]Objective : To investigate significances of variation of telomerase activity and human telomerase reverse transcriptase
(hTERT) mRNA in monitoring the inhibition of multiple myeloma(MM) U266 cell proliferation and apoptosis as a result of thalido—
mide. Methods ; Inhibition of thalidomide on cell proliferation was determined by CCK-8 assay. Percentage of U266 cell apoptosis was
measured by flow cytometry. Telomerase activity of U266 cells was performed by TRAP-ELISA. RT-PCR was used to detect the ex-
pressions of hTERT mRNA. Results : Thalidomide inhibited the growth of U266 cells and induced cells apoptosis in a time-dose
dependent manner. Cells were treated with 10 pg/ml thalidomide for 24 h and 48 h;telomerase activities of U266 cells were respec—
tively 7.96 + 0.09 and 7.65 + 0.07,showing no significant difference compared with those in control group(P=0.082 0). Expressions
of hTERT mRNA were 2.82 +0.03 and 2.31 + 0.04 respectively,significantly different from those in control group(P=0.033 0). Telom—
erase activities and hTERT mRNA expressions of 50 pg/ml and 100 pg/ml groups were significantly different from those in con—
trol group (P=0.002 8). Conclusions ; Thalidomide can inhibit U266 cell proliferation and induce its apoptosis, the mechanism of
which is related with telomerase. Change is more sensitive in hTERT mRNA expression than in telomerase activity and it is an ef-
fective index when treating MM with thalidomid.
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Fig.1 Effects of thalidomide on inhibitory rate of U266 cells
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100 pg/ml YFIEE: 3923 + 174 55.14+2.34*  64.57 + 1.80°

Ha, HXTHZHAH L, P=0.001 5
2.3 WA B Rt U266 40 e sh AL B & P 6 %o

X} 10,50 we/ml & 100 wg/ml Yo HFERAE 24 48 h M
72 h J5U266 4 A R S PE AT E 2 10 we/ml V>
FIEEREAE 24 h Fl 48 b, vihr B PR et BRZA o222
5E(P=0.082 0), 1 72 h s 6 AL FRAK, AH LT IR 20 A 42
£ L (P=0.001 9) . 50 wg/ml A1 100 we/ml YO HeAE
U266 41l 24 .48 h K 72 h Ji& , S IG P AR, AR LT A8
HING Geit 22557 (P=0.002 8) , Z5HANFR 2 /R, 50 pg/ml
H1 100 pg/ml ¥ EEVHFI B R gH v B P28 R, S50 IR L
i A SIE Gt L(F=6 444.78,P=0.000 0) ; %I} ] 20
[ bR, 25 A Geit 4 L (F=448.72,P=0.000 6) .

F2 IR ERERT U266 HAEmAEE RN ( x£5)
Tab.2 Effects of thalidomide on telomerase activity of U266

cells( x+s)
- PERIB ] (h)
24 48 72
XJHREH 816+0.10  8.02+0.09 8.16+0.06
10 pg/ml VPFIERE  7.96+0.09°  7.81+0.10  6.56+0.15
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Fig.2 Expressions of hnTERT mRNA after U266 cells being
treated with 10,50 pg/ml and 100 ug/ml thalidomide for
24,48 hand 72 h
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