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The Hfect of Telomerase Inhibitors on Oral Sguamous Carcinoma Cdls
YANG Zhigiang =, CHEN Wen, ZHANG Qiao, ¢ a. (~ Department  Stomatology , the Second Affiliated Hospital , Guangzhou
Medical Cdlege, Guangzhou 510260, China)

Abdgract Objective To gudy the potentia arti-tunor efect of telomerase inhibitors.Methods  Human orad squanous
carciroma cdl line KB was sdected as target cdl. The dfects of 3-azido-3 - deoxythymidine (AZT) and human antisense phos
phorothioate (ASONS for telomerase terplate on KB cell line were invedigated. The cytotoxic effect of AZT and ASONSon tu
mor celswas quantified usng MTT colorimetric assay. Assay of H TdR i noorporation was undertaken to measure the cell prolifera
tion. The changes of tdlomerase activity dter treatment was detected and quantified by telomeric repeat amplification protocol
(TRAP) sami-quartitative andyds. The How Cytometry was used to detect gpoptos's and measure cdl cyde.Results  Both AZT
and ASONS inhibited the grosmth of KB cdl linein a certain range of concertrations, and meanwhile the telomerase activity was
reduced dter trestment. In addition, both AZT and AS ONS can induce gpoptos s and arres G phase of cdl cycle. Conclusion
The resultsobtained albove indicated that AZT and AS ONS could be potertialy used as an anti-ord carcinoma agent or an auxilia
ry treatment for cancer. Those inhihitory dfects might be partidly due to the induction of gpoptos s and the prolongation of cdll cy
de.
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Mrol/L 10unol/L 20p nol/L 30p ol ASONS, Tab1l The cytotoxic effect of AZT and ASONSon KB cdl
8 h line

. 0.5mg/m MTT , 37 4h ODer (%

; 05m ' AZT(moiL)

» MB- 570 nm oD 0 1.87+0.22 100.0
13 TR 0.5 1.58+0.13 84.3
3H_-|-dR ! 1.0 1.46+0.08 78.31

o 1x 105 i 2.0 1.23+0.11 66.2
! ! 4.0 1.05+0.09 55.9
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3h, H TdR (37 kBg/mi) | o 1 9940.25 100.0

3h ! ! 5 2.03+0.20 100.0
10011 . 201l ! 10 1.88+0.19 94.6
5% 50 2h 20 1.78+0.14 89.4

30 1.71+£0.23 85.8
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Tab 2 The dfectsd AZT and ASONS on tdomerase ac
tivity of KB cdl line

%

(pmp g )
AZT(mrol L)
0 6 670 + 599 100.0
1.0 5523 +324 82.8
2.0 4052+521" 60.7
4.0 3376+477" 50.6
AS ONS{ ol L)
0 6 289 + 666 100.0
10 44284547 70.4
20 3083+419 " 49.0
30 2088+337 33.2
A 3754+463 " 60.0
B 2055+349 2.7
* P<0.05, ** P<0.001
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Tab 3 The éfects o AZT and AS ONS on apoptosis and
digribution cel cycde o KB cdl line( %)

G s G/M
AZT(mmol L)
0 61.2 27.8 11.0 4.5
0.5 62.4 27.4 10.2 5.2
1.0 66.3 24.3 9.4 10.4
2.0 67.5 21.8 10.7 11.2
4.0 77.9 11.5 10.6 15.2
ASONS{ ol /L)
0 58.8 31.3 9.9 5.5
5 61.6 29.8 8.6 8.2
10 66.9 23.4 9.7 10.3
20 70.5 20.1 9.4 18.2
30 81.3 10.2 8.5 22.3
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