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[ Abstract ] Objective: To investigate the effect of TTFARI9 protein on the expression of hTERT mRNA and telomerase
activity in human nasopharyngeal carcinoma CNE-1 cells, so as to understand the mechanism by which rTFAR19 protein
promotes the apoptosis of CNE-1 cells. Methods: Different concentrations of rTFAR19 protein were co-cultured with hu-
man CNE-1 cells. The apoptosis of CNE-1 cells was analyzed by 7-AAD and Annexin V-PE-labeled flow cytometry
( FACS) assay. The expression of hTERT mRNA was detected by RT-PCR and was compared between the 2 groups. The
changes of telomerase activity after TFAR19 treatment were examined by TRAP-sliver staining. Results: rTFAR19 protein
incorporated into human nasopharyngeal carcinoma CNE-1 cells without a carrier. When the concentrations of rTFAR19
protein were 5mg/L,10 mg/L, 15 mg/L,20 mg/L, and 30 mg/L, the apoptosis rates of CNE-1 cells were 15.26% ,
29.48% ,37.11% ,54.20% ,and 72.36% , respecitively. The apoptosis rate of the positive control group ( treated with
stuanrosporin ) and the negative control group ( treated with PBS ) were 98.37% and 13.40% , respectively. The expres-
sion of hTERT mRNA in CNE-1 cells was similar between the experimental group and the control group. The telomerase

activity of CNE-1 cells was obviously decreased after cultured with :TFAR19 protein ( >20 mg/L ). Conclusion: High
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concentration of rTFAR19 protein can depress the telomerase activity of human nasopharyngeal carcinoma CNE-1 cells and

subsequently accelerate the apoptosis of CNE-1 cells .
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Fig. 1 Effects of rTFAR19 protein on CNE-1 cells
labeled with Annexin-V by FACS analysis
A Stuaurosporine( positive control );B: PBS( negative control );
C: 5 mg/L r'TFARI9 protein; D: 10 mg/L rTFARI9 protein;
E: 20 mg/L rTFAR19 protein; F: 30mg/L rTFARI19 protein
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Fig.2 Apoptosis of CNE-1 cells after rTFAR19

protein treatment
RIS 4

TFAR19 S&dbat K22 N 2 A b A AT eD-
NA-RDA $£A A F 1995 48 B A% TF-1 40 i b v B 3]
B — TR SEFE ] . TFAR19 9 mRNA 76 A2 50 Fil
AP FRIK RENJR A O ME SR B E i A
B ARG A 20, IR 41 21338 KR T AR
M, GEOZOCEAMRCE AR W, TFARIY i i) &
FUEAL T AIMIA% N o HEAX IR 2 T 3 B0 1l 20



B, 45 E4 TFARIO & (0 S CNE-1 40 A b g 16 4 R 40 e R 1= 19 52 . 455 -

Jakk TF-1 4ufahndga """,

bp A B c D E F

130—
300—
500—
T50—
1 000—
2 000—

3 E4 TFAR19 ZB X} CNE-1 48/
##I8 hTERT mRNA R HI# M
Fig.3 Effect of rTFAR19 protein on
expression of hTERT mRNA
A: Marker; B: 5 mg/L rTFAR19 protein; C: 20 mg/L
rTFAR19 protein; D: 30 mg/L rTFARI9 protein;
E: Without rTFAR19 protein; F: PBS negative control

El4 E4 TFAR19 EBX CNE-1 40 B B 4 i 30 5
Fig.4 Inhibited telomerase activity of CNE-1
cells after rTFAR19 treatment
A: Negative control; B,C: Positive control; D: 5 mg/L
rTFAR19 protein; E: 10 mg/L rTFARI9 protein;
F: 15 mg/L rTFAR19 protein; G: 20 mg/L rTFARI9 protein;
H: 30 mg/L yTFAR19 protein
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