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Methylation status of the PCDH17 gene promoter in Nasopharyngeal

carcinoma
HU Qin,HU Guohua
(Department of Otolaryngology ,the First Affiliated Hospital ,Chongqing Medical University)
[ Abstract]Objective: To investigate PCDH17 gene promoter methylation status and its impact on the transcriptional expression of
PCDH17 in NPC (Nasopharyngeal carcinoma,NPC) cell lines.and to investigate the function of PCDH17 in nasopharyngeal carcino—
ma. Methods ; Semi—quantitative reverse transcription PCR (RT-PCR) and Methylation specific PCR(MSP) were used not only to de—
tect transcription level and promoter methylation status of PCDH17 gene in five NPC cell lines,human laryngeal carcinoma cell line
(Fadu) ,normal immortalized epithelial cell lines (NP69),but also after NPC cell lines were exposed to demethylating agent.The tu—
mor—suppressive function of PCDH17 in NPC cancer was investigated further in vitro assays. Results:PCDH17 was not expressed in
5 NPC cell lines and in Fadu,but expressed in NP69.Demethylating agent could restore the expression of PCDH17 mRNA.The Cell
function experiments suggest that PCDH17 could inhibit the cell colony formation and migration. Conclusion ;The transcriptional in—
activation in NPC cell lines is mainly caused by the DNA methylation.PCDH17 plays a role of tumor suppressor gene in NPC.
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Tab.1 Data of three independent colony formation experiments

between experimental group and the control group
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Tab.2 Relative data of three independent colony formation experiments between experimental group and the control group

451 %1 552 WL 55 3 RS SFHE FRAfER: SD ' P
PCMV 100 100 100 100
44.390 0 0.000 5
PCDH17 37.400 0 39.800 0 42,1000 39.766 6 23502
14 : 5250 2H (PCDH17 ) D HZH ( PCMV ) B3, P<0.001
NPC
r N
% 2 B o 2 %‘; (666-1 CNE1 HNEI HK1 HONEI
RT-PCR = = % B RT-PCR = Aza A+T Aza A+T  A+T Aza A+T Aza A+T
veorn7 e - — 00 00000 ==
o1 [ —p———— B e e e e e e e e e
] = = e e o o e e o e
] - ——eceseeses
[ —— —— o = - e —— . [ .

MSP[
B — e o = —

a. g L5k PCR (RT-PCR ) :PCDH17 78 SR AN ARE ) 223516100, PCDH17 mRNA 7€ NP69 W33k, {FUETE 5 £k NPC AUMikk & fadu
YRk, MSP: PCDH17 1€ BN 4 ik v i B SRS . GAPDH:AE A N2 . PCDH1T B SEAL 4547 , Marker 87 bp; PCDH17 B 3EAL 454,90
bpo b. KA 25 b #0 SRS AN AR S PCDHI7 (28615 0 I AR . M SEARAR 5 PCR; U AEHVILERE R PCR. A FHOLMEAE RS TG
i) AZA TLHAE T STRAB )

1 ZHBEkks PCDH17 MRz R RENER S HERENAGYZ ML
Fig.1 Compare mRNA expression and methylation status of PCDH17 with after demethylating drugs in NPC cell lines
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Fig. 2 Transfected cell colony formation and the scratch test results
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