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[Abstract] Objective This study aimed to investigate the expression and clinical significance of periostin and p53 in
oral leukoplakia and oral squamous cell carcinoma. Methods The material for immunohistochemical studies consisted
of 30 cases of normal oral mucosa, 30 cases of hyperplasia leukoplakia, 38 cases of dysplastic leukoplakia and 79 cases
of oral squamous cell carcinoma. Results The index of positive cell vessels and the value of integrated optical density of
periostin and p53 between every two groups, except for oral normal mucosa and hyperplasia leukoplakia, were statistically
significant (P<0.05). Periostin expression in dysplastic leukoplakia and oral squamous cell carcinoma positively correlated
with that of p53. Furthermore, the expression levels of periostin and p53 were significantly related to TNM stage, tumour
differentiation degree and lymph node metastasis (P<0.05). Conclusion Periostin and p53 may be involved in the
carcinogenesis of oral squamous cell carcinoma and associated with tumour invasion.
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Fig 1 Periostin and p53 expression in oral normal mucosa, hyperplasia leukoplakia and moderate dysplasis ~ Elivision staining x 400
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Tab 1 The index of positive cell vessels and the IA value of periostin in oral normal mucosa, oral leukoplakia and squa-

mous cell carcinoma

HLU) % PR IS B B 1240 e T A/ IAfH (x10°)
IEH R 30 8 2.51+1.30 15.41+1.63
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Tab 2 The index of positive cell vessels and the IA value of pS3 in oral normal mucosa, oral leukoplakia and squamous cell

carcinoma
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Fig 2 Periostin and p53 expression in oral squamous cell carcinomas Elivision staining
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Tab 3 The positive expression of periostin and p53 in oral normalmucosa, oral leukoplakia and squamous cell carcinoma

HIEEN p53
AT Bil% FF A 4 it % PR i
e P © P

(PR (P
IEH R 30 8 (26.7%) 0 (0.0%)
AR [ BE 30 10 (33.3%) 1.22% 0.26 4 (13.3%) 6.35%* 0.01
SERHAAE 3 38 26 (68.4% ) 1.32% 0.21 20 (52.6%) 17.93%% 0.00
PR 20 g 79 77 (97.4%) 9.07%* 0.00 62 (78.4%) 27.51%* 0.00

W SOBEERFBEMLL, *P>0.05, *#P<0.05,
22 B A . FEIA AR T ESKm LR

LT B IEE G Hp53kikagAn Lk

JIRIRa 1) & A A A 22 o i TR (] ek s 5 J5 4V
ZER . Ak, EFH NP TR AR B R
P DR 5 i L R p 53t B P P 3k A G 7
HaitE A A, 5 A SpS3 ki Z ]
ToAFE (7=1.133, P=0.261) ; 7ES-H# 14 15
A, BEEA SpS3IMEREIEMRE (=
0.352, P=0.031) ; TELEERRAMMEHL R, &
A 1 5 pS3py Rk 2 B AW IEA S (7=0.601,
P=0.010) .

23 FEEG . pS3kikL v sk a0 16 RS

HAREGKAZ

H4 79151 5 R A4t g 41 2 b i BB 11 Rl p 53 19
PRPERRR B IEIRGORMB A S, T AR T
mT RIS, o AR e A SR 4 S
KRR R, IS K5
R I T A, A5 BN B AR T MIpS37E M
s TR A B 9 2 20 i Ak 5 R B L AR
W R ICE (P>0.05) , {H5 Mg A1k
FEEE . TNMAr#] . e 2 mEBAa L (P<
0.05) , K4,



Ebr O EE 4 E 28 464 1 1 20194E 1 H

www.gjkqyxzz.cn

*® 4 BREQ. pB3EORSRAMBAATHRESHRFEERBHXR

Tab 4 Relationship between periostin, p53 expressions and clinical pathological parameters in oral squamous cell

carcinomas
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