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Correlations between HDAC1,HDAC7 expressions and clinicopathological characteristics,
prognosis in patients with nasopharyngeal carcinoma
WANG Shuyun ,LU Yayan,LI Jia
Department of Otolaryngology sRocket Force Special Medical Center of PLA ,Beijing 100161,China

Abstract: Objective  To investigate the relationships between the expression of histone deacetylase
(HDAC)1 and HDACY7 in nasopharyngeal carcinoma (NPC) tissues and clinical opathological features and
prognosis. Methods A total of 102 patients with NPC admitted to Rocket Force Special Medical Center from
January 2016 to January 2018 were selected as the research objects. The protein expression levels of HDACI1
and HDAC7 in NPC tissues (NPC group) and adjacent tissues (adjacent carcinoma group) were determined.
To compare the expressions of HDAC1 and HDAC7 in NPC patients with different demographic, clinical and
pathological characteristics and prognosis. Multiariable Cox regression analysis was used to analyze the inde-
pendent risk factors affecting the prognosis of NPC patients. Results The expression positive rates of HDACI
and HDAC7 in NPC group were higher than those in adjacent carcinoma group,the differences were statisti-
cally significant (P<C0. 05). The positive expression rates of HDAC1 and HDAC?7 in NPC patients with tumor
maximum diameter =2 cm, TNM stage [l /IV ,infiltration depth of deep muscle layer,differentiation degree of
poorly differentiated,lymph node metastasis and recurrence were significantly higher than those of NPC pa-
tients with tumor maximum diameter <<2 cm, TNM stage I /I ,infiltration depth of mucosa and muscularis,
differentiation degree of highly differentiated, no lymph node metastasis and no recurrence, the differences
were significant (P<C0. 05). The 3-year survival rate of patients with positive HDAC1 and HDAC7 were sig-
nificantly lower than that of patients with negative HDAC1 and HDAC?7, the differences were sisnificant (P<C
0. 05). Multivariate Cox regression analysis showed that TNM stage [l /IV ,low differentiation, positive results
of HDAC1 and HDAC7 were independent risk factors for the poor prognosis of NPC patients (P < 0. 05).
Conclusion HDACI and HDAC7 highly express in NPC tissues, and their positive expressions relate to clinic and
opathological characteristics. Positive results of HDAC1 and HDAC?7 are independent risk factors for the poor progno-
sis of NPC patients.
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