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Expressions and Clinical Significances of CXXC4 and EZH?2
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ABSTRACT Objective: To investigate the expressions of CXXC finger protein 4 (CXXC4) and the enhancer of zeste homolog 2
(EZH2) in the oral squamous cell carcinoma(OSCC)and explore the correlation with the clinicopathologic features. Methods: The expres-
sion of CXXC4 and EZH2 were measured using immunohistochemistry in 60 cases of oral squamous cell carcinoma and 20 cases of nor-
mal oral tissues. Statistical analysis was used to determine the correlation between their expression and clinicopathologic parameters. Results:
The positive expression rate of CXXC4 was 35.0% (21/60) in OSCC tissue, which was lower than that of 60.0% (12/20) in the normal
oral tissues(P< 0.05). However, the positive expression rate of EZH2 was 70.0% (42/60) in OSCC tissues, which was significantly higher
than that of 25.0% (5/20) in the normal oral tissues(P<< 0.05). The expression of CXXC4 and EZH2 were significantly correlated with the
differentiation of tumor, TNM staging and the development of lymph node metastasis (P <0.05). There was a negative correlation be-
tween the expression of CXXC4 and EZH2 in oral squamous cell carcinoma (r=-0.511, P <0.001). Conclusion: The expression of
CXXC4 and EZH2 may play an important role in the initiation and development of OSCC. The low expression of CXXC4 and high ex-
pression of EZH2 may promote the invasion and metastasis of OSCC.
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Fig.A expression of CXXC4 in normal oral mucosa (SP x 400); Fig.B expression of CXXC4 in OSCC (SPx 400);

Fig.C expression of EZH2 in normal oral mucosa (SPx 400); Fig.D expression of EZH2 in OSCC (SPx 400).

F 1 CXXC4 #n EZH2 FEIEH DR RIEA LR O FESHIR A AR P AR

Table 1 Expression of CXXC4 and EZH2 in normal oral mucosa and oral squamous cell carcinoma

CXXC4 EZH2
P value P value
+ +
NOM 8 (40.0%) 12 (60.0%) 15 (75.0%) 5(25.0%)
0.049 <0.001
0OSCC 39(65.0%) 21(35.0%) 18 (30.0%) 42(70.0%)

2.2 CXXC4 5 EZH2 fiix5 OSCC I RIBIBISER X &R
CXXC4 15 EZH2 H A KIES OSCC B 155

BRI TNM Z-HA KA ok L5568 S 3 DA 56 (P< 0.05), 5

SR AR PRSI S AR R/ INTE R GR 2).

2.3 CXXC4 5 EZH2 iRk HIMEE

1E 60 5l OSCC 4 rArf,CXXC4 15 EZH2 & A
I 2IRAIA 8 i, [EIRIBAYERG 5 4], CXXC4 K F 351 EZH2
EAAMERAE 13 6, CXXC4 FE AN EZH2 T AR ENE
34 {4, Spearman SFZAH I /T i , B #E OSCC Hh ik 2 1
A AHE(@=-0.511,P< 0.001, 3 3),
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% 2 60 f5l OSCC & CXXC4 #1 EZH2 M3k 5 I RRIBEHE X &
Table 2 Association of Clinicopathological Factors with CXXC4 and EZH2 Expression from 60 Patients
CXXC4 EZH2
Variable n P value P value
+ +
Gender
Male 38 25 13 11 27
0.886 0.81516
Female 22 14 8 7 15
Age (yrs.)
2 60 34 23 11 12 22
0.623 0.306
<60 26 16 10 6 20
Tumor size(cm)
>4 20 15 5 3 17
0.251 0.073
<4 40 24 16 15 25
Clinical stage
[ -1 37 19 18 16 21
0.005 0.005
-V 23 20 3 2 21
Tumor differentiation
Well 35 18 17 15 20
0.009 0.010
Moderately/Poorly 25 21 4 3 22
Lymph node metastasis
No 42 23 19 17 25
0.011 0.007
Yes 18 16 2 1 17
3 ORSHRAMER CXXC4 5 EZH2 RiEHIHEXME
Table 3 Correlation between CXXC4 and EZH2 expression in OSCC
EZH2
CXXC4 r P value
+
+ 8 13 -0.511 <0.001
34 5
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WO ERRH LU 25.0%, HFIRAHRLE OSCC /b [ TNM
G KA Tk L2 R A OG , LR 988 43 PR BE A L TNM 43
W Otk a5 R i R BT T RS AR R AR
KR AR R/NTG K o DL BRI R EZH2 ik iR

PDF SCH# ] "pdfFactory Pro™ X RAG)E www. Fineprint.cn


http://www.fineprint.cn

IREYES#HE biomed.cnjournals.com Progressin Modern Biomedicine Vol19 NO.4 FEB.2019

+ 679 -

ik 5 OSCC MR EHALHUIMC,
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