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was set at P 0.05.
The results were as follows.

entiation of specimens was significant.

sis of oral squamous cell carcinoma.
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IN THE ORAL SQUAMOUS CELL CARCINOMA
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Aurora kinases represent a novel family of serine/threonine kinases crucial for cell cycle control. Aurora-2
kinase is mainly involved in centrosome function, mitotic entry, and spindle assembly. Aurora-2 kinase
overexpression causes centrosome amplification and the formation of multipolar mitotic spindles, which
leads to tumor aneuploidy and so it has been found to play an important role in tumorigenicity in many
cancers such as colorectal cancer, breast cancer and cervical cancer.

Hence, the goal of this study is to identify the correlation of clinicopathlogical factors and overexpression
of Aurora-2 kinase in oral squamous cell carcinoma.

We studied the immunohistochemical staining of Aurora-2 kinase in 20 specimens of 20 patients with
oral squamous cell carcinoma and the relationships between Aurora-2 kinase over expression and each of
the clinico-pathological parameters were analyzed by Pearson correlation analysis. Statistical significance

1. In the immunohistochemical study of poorly differentiated and invasive oral squamous cell carcinoma,
the high level staining of Aurora-2 kinase was observed.
2. The correlation between immunohistochemical Aurora-2 kinase expression and histopathological differ-

These findings suggest that overexpression of Aurora-2 kinase may play a important role in carcinogene-
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Fig. 1. Immunohistochemical stainings for Aurora-2 kinase
of oral carcinoma in situ (x 400),

Fig. 2.lmmunoh|stoche|cal stinings for Aurora-2 kinase
of moderate differentiated oral squamous cell carcinoma
(x 400).
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Table1 The correlation between lmmunoh|stochem|cal Aurora—2 kinase expressnon and clinical and pathological factors

Case

: Varlabie
(n)
Sex
Male 11 4 7 0.414
Female 9 7 2 0.069
Age
60 < 5 3 2 0.058
60) 15 8 7 0.808
Histological differentiation
Well 13 10 3 0.631*
Moderate 3 1 2 0.003*
Poor 4 0 4
Tumor size
T1 0 0 0
T2 11 8 3 0.458
T3 7 3 4 0.042
T4 2 0 2
Nodal status
N (5 11 7 4 0.219
N (+) 9 4 5 0.354
Metastasis
M 17 11 6 0.464
M (+) 3 0 3 0.039
TNM stage
I 0 0 0
i 3 6 2 0.472
I 6 4 2 0.036
v 6 1 5

n = number of patients, r = correlation coefficient, P = P value

*Pearson correlation analysis, significance [r) > 0.6, P{ 0.05
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AL 7R 1 Qe v regulatory domaine TH3 &
A& 7K1 9leH, catalytic domain W threonine site
oA 2] Q4k(phosphorylation) 7} kinase2] 8432 9J3f
5 2Polgks Aol Az wlE B4 E Wo] AFE
B3l At oE 2 FRH 0 A9 A B
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G1 phase A&71A] pericentriolar material2 4% o]
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Aurora-2% Aurora-1& 247 tE 7|5< YEMA He
tl Aurora-27} +& 44 24|, mitotic entry, spindle
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AX F7191M Aurora-2 kinase2] 7|50l G#EAHA 1
o} SEate] AR UIgt AtEo] AFHJ e, 1 2
o AR R, ARE 2 da, YA, JdA3xE 5
TFg #9919 A EAM HEE T amplified Brhe
AHE EA F9 2 Aurora-27F ¢3Htumorigenesis)E
Z8ts UAR 2HE5e 1A 0] 43| nlR= A4S A
B ¢ QA HAT P2 WA Aurora—29] HEEL F4
A9 amplifications oF718ka ol U349 fAlEE W
%3 (multipolar mitotic spindle)& TEA =¥ HthA
29l G ¥ (unequal chromosome division) 2 213f
AZFACE EdWo] A7 BHEAXA AP £
Anand 579 9T& 53 Aurora-29] Hddo| HFA
A WEA 7 FAHDASANE B85 mitotic spindle
checkpoint® A& A2 anaphaseZ o|PAIZItHe A
< ¢A H1Y o2 39, Katayama® $2 Aurora-29}
tumor suppressor gene?! ph3#e] Ao el B u3tg
=4, Aurora-27} p53< A4S A1A 2 E4E B
FAlol p539] ¥ E Rtk ).

Haarrington %<& A4, @44 $ddaA
Aurora-2 kinase®] Z7Hd @do] 50% o]/dellx &2
A Frukel <Al duct adenocarcinomadlXE 94%
oA FhErdoe] AT Bt £ Atel|A]
Aurora-2 kinase®] &€& golR7| 913 HI 22 515}H5
Ar A, Ao e 98 FAAFAEGZAA
Aurora-2 kinase®] &do| F7lske S #EE F I
o 25 20709 24 RE F 938(45%)lA Aurora—2
kinase?] #&do] AN ol AT Twe T2
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o] 7% (cervocal cancer) ATl FAME F 95709
EE 2 428(44%) A Aurora-2 kinase?] #Hddo] &
A JehE Bae) ¥)&d $AAY

P B AdA Bolg FL HFAol fle AT
A Aurora-2 kinase®] Z#o] o}F n|F3lH 3 £ 237
Wydty 24 272 4 371 & Hol glu Ag4el 9
TFRAGH ELZF v ARz AFAY FRARE
M 22X Aurora-2 kinase?] 73t @o] @A
e Aot} ol Aurora-2 kinased] 8 A=l 4%
B3t TE ASAS ARBAV 9 F dde A
28 & gon, ol: Wz g4 Al w2
Aurora-2 kinase T} F] 34, AW
Fgate] BAE Lol g EAGH EAA FHE
Aok, o & 93] A2 FA ¥WHS pearson correlation
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centrosome® B¢} £2E A= /eS8, o &
&0 Fhago] AE A AE FAA B 2 Wl
2 ZUAZE TEUA "ot olo] FARFATLZF
A Aurora-2 kinase®] Bez323etd AT-E A 1
WS Bl Rl vt 224 C2 Aurora-2
kinase && o] FFZAA F A Bt U A EYLZA
A Z7b8kd 3 Aurora-2 kinase S 3 17t HH A 4F
o B3zl ALAd uE dadAd Fel dd &
g 4 it FF o B2 d4H, 2AE o9
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