428 BHI 2 M T E B 2 EMRAR SN RS Vol. 28 No.2
2022 44 H Chin J Otorhinolaryngol Skull Base Surg Apr. 2022

DOT: 10. 11798/j. issn. 1007 — 1520. 202221066 - H-BFE 95 A
COX-2 #1 PTEN 7£ o EL 8BS 88 b i 3R 3 T 4 6 MR 5%

R, R a2 EEH

(1. BHEHKRFWEER TR B LF A, mn M 646000; 2. TR EMKFWERFIWRER T H-B%
#, ¥k 404100)

M OE. Bm R EEAS R PR L2 (COX-2) M FR G 5 0k 1 8 (1 R A (PTEN) 193538, %59
COX-2 Ml PTEN 7£h HAHARHE At i /e . ik UHE 2018 41 5 J1—2019 4F 4 J] ghis 74 ma B B2 it
J& B B FAR W h B AR BRRE bR AR 35 4] b B PR 2E AR AR 20 i), BEALISCHE bk £ 1 A0 ELIE IE B KR 10 145 Sy xR
2o MRS AL Ye e SaRE BN (Western blot) £ 3 ZH bR H COX-2 Fil PTEN 3£35 , 32 ] Pearson fH2CH: 41
Mk g COX-2 fl PTEN 7 -p LR Rk MM G . 28R COX-2 7 o B IR A8 21 Hp (1) Gy I 2 1 6k W 1 o
Frp EE A 2 RO BRAL, PTEN 76 v 5 AR R 2 Hh 1) i B B 11 638 BH I 55 1 v R PR 21 4 Boxt IR, 25 R ¥ HAT 52
2R X (P<0.05) , HHHJEER 41 # COX-2 Fll PTEN gy k£ MAHR (P <0.05), &ig  COX-2 Fikihnfn
PTEN 33k /0 5 o B IR SIRE  Ri  VIAH 56 , — 3 n] kil st PIRK/ Akt {5 538 %2 5 T Fp BEIRIIR 0 R A R e

X% g R PE AR PR ELEG-2  BERREG S5K T R TR

HE 5 £ S R764.2

Expressions and correlation of COX-2 and PTEN
in middle ear cholesteatoma
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Abstract: Objective To expore the roles of cyclooxygenase-2 (COX-2) and phosphatase and tensin homology
deleted on chromosome ten ( PTEN) in the pathogenesis of middle ear cholesteatoma via detecting the expressions and
correlation of COX-2 and PTEN. Methods Specimens of middle ear cholesteatoma (n =35) , middle ear granuloma (n =
20) and normal external auditory canal skin (control group, n =10) were obtained from the patients undergoing surgical
treatment. The expressions of COX-2 and PTEN in the specimens were detected by immunohistochemical staining and
western blotting, and the correlation between the expression of COX-2 and PTEN in middle ear cholesteatoma was explored
by Person correlation analysis. Results The expression of COX-2 in the cholesteatoma group was significantly stronger than
those in the granuloma group and the control group, while the expression of PTEN in the cholesteatoma group was
significantly weaker than those in the granuloma group and the control group, and the differences were all statistically
significant (P <0.05). Meanwhile, the expressions of COX-2 and PTEN in the cholesteatoma group had a significant
negative correlation (P <0.05). Conclusion The increased expression of COX-2 and the decreased expression of PTEN
are closely related to the incidence of cholesteatoma in the middle ear,which indicates that both COX-2 and PTEN may be
involved in the occurrence and development of middle ear cholesteatoma through PI3K/ Akt signaling pathway.
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