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Correlation between expression of HPV16/18E6.cyclinD1.hTERT and

development of laryngeal carcinoma
LV Cai—feng,et al _

(Department of Otorhinolaryngology ,the First Affiliated Hospital , Chongging Medical University)
[Abstract]Objecti’Ue: To evaluate the role of human papillomavirus (HPV) 16/18E6, cyclin D1, and human telomerase transcriptase
(hTERT) in the development of laryngeal carcinoma by detecting the expression of these three genes. Methods: Immunohistochemistry
was used to detect the levels of HPV16/18E6, cyclin D1, and hTERT in 42 cases of paraffin-embedded tissues. Results: (1) The positive
expression ratios of HPV16/18E6, cyclinD1,and hTERT in the laryngeal carcinoma group were 42.9%(18/42), 50%(21/42),and 83.3%
(35/42), respectively. These values were significantly higher than that in the control group. (2) The increase in the expression of
HPV16/18E6 and cyclinD1 was associated with T stage advance and lymph node metastases. The expression of hTERT increased along
with T stage advance, but not with lymph nodes metastases. The changes in the expression of HPV16/18E6, cyclinD1, and hTERT were
not associated with gender and age. (3) Positive correlation was observed between HPV16/18E6 and cyclinD1 as well as between
HPV16/18E6 and hTERT in laryngeal carcinoma. Conclusion: (1) The expression of HPV16/18E6, cyclin D1, and hTERT may be
associated with the development of laryngeal carcinoma.(2) There may be interactions between HPV16/18E6 and cyclinD1, between

HPV16/18E6 and hTERT. These interactions may induce the development of laryngeal carcinoma. The information provided by this study

may be important for further investigation into the relationship between HPV16/18 and laryngeal carcinoma.
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RESHESEHBAERX, ANAKESEBHTREEDR
(P<0.001), Fik# 100%(15/15), FATHER HPV16/18 12k
I ,HPV16/18E6 % H &K A 3 B 7] X i ik R thile
EEERW,

TEMEBEE T, cyclinD, ZE MY 5BEN R RH/EH
XU, Cattani P 8% LA MESE T cyclinD, ZEFEY 15 HPV
BYAER, eyclinD1 TJ B 5 HPVE6.E7 4 i T 40 e 5 39
W, SBRENEL., EALET, cyclinD, FHHERESR
50.0%(21/42), tRBEFHLADERE (P<0.001), HH
HPV16/18E6 5 cyclinD, Z M 2 IEA X, BRI HER
HPV16/18E6 B §E-5 cyclinD, MEAEM, 551 G, #4850 , i
it BT , B s A BSE T R PR TR R R A . 58
BARINIEKRIL, cyclinD, FIFAMEE T AN B ELE
B T2 5N (P<0.001 ; P<0.001 ) , HEH 0] GE X1 19
HRE .

HORLER R —F LA B 5 ARG L — B DNA #h 7 e
& DNA 78 %t B TR 5% RNA S| 9¥/K 85 Hisk O R pes
DNA BA BB E sk A% b K % DNA BB B HES
Yo SORIESEIE AT KA, AR S ARAS O R
FERE ST DA PR B E A . hTERT 2 SmRrREI0E A BRE
EER, HFRA GRS AR 3", Luzar B F9R M 7%
(23/30) M FE R 4 hTERT A %K, Li YR K 3L hTERT
mRNA KRR MBI R ERRTREEEEM,
FF BRI AE il 3% oK A BY -5 W98 B2 W AT AR B
ARSI, 42 B 35 $1(83.3% hTERT Rik £ HE,
i % BR 4H B 3835 3R AV 2 9.52% (P<0.001 ) , SRTTAF 58 —
HIF B HPV16 E6 55 hTERT RIAREIEAEX, i HPVI6 E6 K
85— AN R I AT LSO SRR B B AL R 0T, AT
hTERT ZEfE 5L E6 KJa1HAE FIVE T R A8 , i s
SRS, (R IO PRI E T S BB A AR PR
B, hTERT FRikFE T 4+ #A8G N i R A 1500 (P<0.001), 5 Li
YR 5FU956F hTERT Rk SHEIm R R BT 5
SEARKE, HEMIX FTBER E6 5 hTERT 8BRS,

%% F Bk, HPV16/18E6, cyclinD, .hTERT =& fyFKiAg
fin A K HPV16/18E6 5 cyclinD1 . HPV16/18E6 5 hTERT 2
B RETFAEVE X R T RE SMRIE R R AER X, FFELI 3
MERREEBERSBIRECERBEALX, XY
HPV16/18E6. cyclinD, \hTERT 7EM3 B ) & RP A e th iR E E

BHAEH . EEATTEAREY D, B HPFRIUESE,
& % X W

[1]1 Pérez—Ayala M, Ruiz—Cabello F,Esteban F,et al.Presence of HPV 16 seque
nces in laryngeal carcinomas[J]. Int J Cancer, 1990,46(1):8~11.

[2] Morshed K, Stenzel A, Szymajski M, et al. Detection of human papillomavirus typ
16 and 18 in laryngeal cancer using PCR methods{J}.Otolaryngol Pol,2001,55(1):
29-33.

[3] Morshed K,Korobowicz E,Szymanski M, et al. Immunohistochemical demon—
stration of multiple HPV types in laryngeal squamous cell carcinomafJ]. Eur Arch O-
torhinolaryngol , 2005, 262(11) :917-920.

[4] Morshed K,Polz—Dacewicz M, Rajtar B, et al.The prevalence of E6/E7 HPV
type 16 in laryngeal cancer and in normal mucosa[J]. Pol Merkur Lekarski, 2005, 19
(111):291-293.

[5] Liu H C,Chen G G, Vlantis A C,et al .Inhibition of apoptesis in human laryn—
geal cancer cells by E6 and E7 oncoproteins of human papillomavirus16(J]. J Cell
Biochem, 2008, 103(4):1125-1143.

[6] Hortwell L H,Kastan M B.Cell cycle control and cancer{J]).Science, 1994 ,266
(5192):1821.

{7} Krecicki T,Smigiel R, Fraczek M, et al. Studies of the cell cycle regulatory pro—
teins P16, cyclin D1 and retinoblastoma protein in laryngeal carcinoma tissue(J]. J
Laryngol Otol ,2004,118(9):676-680.

[8] Cattani P,Hohaus S,Bellacosa A, et al. Association between Cyclin D; (CC—
ND,) Gene Amplification and Human Papillomavirus Infection in Human Laryngeal
Squamous Cell CarcinomalJ]. Clin Cancer Res, 1998,4(11):2585-2589.

[9]1 Luzar B,Poljak M,Marin I J,et al. Quantitative of tel
catalytic subunit (hTERT) mRNA in laryngeal sq cell [J1. Anti-
cancer Res,2001,21(6A): 4011-4015.

[10] Horikawa I,Barrett J C. Transcriptional regulation of the telomerase hTERT
hanisms [J].Carcinog

gene as a target for cellular and viral oncogenic
2003, 24(7):1167-1176.
[11] M iinger K,Baldwin A,Edwards K M, et al. Mechanisms of human papillo~
mavirus-induced oncogenesis[J).J Virol,2004,78(21):11451-11460.
[12] Bellacosa A, Almadori G,Cavallo S, et al.Cyclin D, gene amplification in hu—
man laryngeal squamous cell carcinomas: prognostic significance and clinical impli—
cations[J).Clin Cancer Res, 1996,2(1):175-180.
[13] Kim N W,Piatysezk M A,Prowse K R,et al.Specific association of human
telomerase activity with immortal cells and cancer{J]}Science, 1994,266(5193):2011~
2015.
{141 Li Y R,WuJ M, Wang L,et al. Human telomerase reverse transcriptase ex—
pression and its clinical significance in laryngeal squamous cell carcinoma(J).Acta
Otolaryngol , 2005, 125(4):409-414.
[15] Veldman T,Horikawa I, Barrett JC,et al.Transcriptional activation of the telo
merase hTERT gene by human papillomavirus type 16 E6 oncoprotein[J].J Viml,
2001,75(9):4467-4472.

(st . XER)



