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ik ERAAE(Gr=—0.453,P<C0.01), Kaplan-Mecier ##r % 7 ,PIK3CA & p-AKT Z & M kik & & PI1a 4 F
HETHEERXEHF(P<0.0D,.PTENZOMHEARELPLEABRNENBAREF K LFLATFEL
(P>>0.05), %t PIK3CA #= p-AKT i3 £ x4 PTEN & ik 4t % 25 SNSCC ¥ & £ . & &, B PIK3CA #= p-
AKT R 5 &5 RRFAEHMX.

[£43] PIK3CA;PTEN; B BAAL 5 & 886 B; B 5 % 5 85k o5

[(hEESEE] R739.62 [XEkFRIRFE] A [XEHE] 1671-8348(2024)02-232-07

Expression and significance of PIK3CA,p-AKT and PTEN in

sinonasal squamous cell carcinoma
ZHAO Haiging' ZWWANG Jiashuo'sZHAO Yichen® ,JIANG Feifei' YAN Aihui'®
(1. Department of Otorhinolaryngology ;2. Research Room of Clinical Epidemiology and
Evidence-Based Medicine , First Affiliated Hospital of China
Medical University ,Shenyang ,Liaoning 110001,China)

[ Abstract] Objective To investigate the expression of PIK3CA, phosphorylated protein kinase B (p-
AKT) and phosphatase and tensin homologue deleted on chromosome 10 (PTEN) in sinonasal squamous cell
carcinoma (SNSCC). Methods The expressions of PIK3CA and PTEN in head and neck squamous cell carci-
noma (HNSCC) were analyzed through the data set of HNSCC in the cancer genome map of UCSC Xena data-
base. The immunohistochemical SP method was used to measure the expression of PIK3CA, p-AKT and
PTEN in 43 cases of SNSCC tissues,20 cases of normal inferior concha tissues. The relationship between the
expressions of PIK3CA,p-AKT and PTEN protein with the clinicopathological features and prognosis of the
patients with SNSCC was analyzed. Results The results of bioinformatic analysis showed that PIK3CA mR-
NA expression in HNSCC tissues was higher than that in paracancerous tissues (P<C0. 01),while the PTEN
mRNA expression was lower than that in paracancerous tissues (P<Z0. 05). The immunohistochemical detec-
tion results showed that the positive expressions rates of PIK3CA and p-AKT proteins in normal nasal mucosa
tissues were significantly lower than those in SNSCC tissues,while the positive expression rate of PTEN pro-
tein in SNSCC tissues was significantly higher than that in normal inferior nasal concha mucosa tissues,and
the differences were statistically significant (P<C0. 01). The expressions of PIK3CA and p-AKT protein were

related to the clinical stage, differentiation degree and primary site (P <C0. 05),but were not related to age,
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gender,smoking and drinking (P>>0. 05); the PTEN protein expression was not related with the clinical

stage,differentiation degree, primary site, age, smoking and drinking (P >>0. 05). The Spearman analysis

showed that the expression of PIK3CA in SNSCC tissues was positively correlated with p-AKT protein ex-
pression (r=0. 664, P<C0.01),and PIK3CA was negatively correlated with PTEN protein (r=—0. 414, P <<
0.01). The expression of p-AKT was negatively correlated with PTEN protein (r=—0. 453, P <(0. 01). The
Kaplan-Meier analysis showed that the median survival time of the patients with PIK3CA and p-AKT protein

positive expression was shorter than that of the patients with negative expression (P <C0. 01). There was no

statistically significant difference in median survival between the patients with PTEN protein positive expres-

sion and those with negative expression. Conclusion

The overexpressions of PIK3CA and p-AKT accompa-

nied by the loss of PTEN expression participate in the development and progression of SNSCC, moreover the

PIK3CA and p-AKT expressions are related to the poor prognosis of the patients.
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