- > -y N \), \),
® ;‘glfﬁ B ﬂ‘ H = N E B kK ¥ %R Vol.44 No. 1
JOURNAL OF GUIZHOU MEDICAL UNIVERSITY 2019.1

CDKI OSSR ARERNRIEREN

B o, L BT, BmiE

SEMBERLRE:, S SEEH - 550004)

[ ] BH9: oo 5 f otk s 1 (CDKI) 78 1 BBk 40 (0SCC) 4 i £ 1k K 55 0SCC
BEIGRFHMEZ MK R Fik: 5 20 FlEH M FIA 20 CE 5 X R4 LI 64 fi] OSCC 2141 (0SCC
) , HoRRE 25 2kl CDKI B H 13834 , R H Real-Time qPCR #5ll CDKI mRNA f3R35, [ OSCC 41
JOEH X IR CDKI 85 [ 2 mRNA 1335 7KF, [G B REEAN [E] 0 A FR B AN R DR 43 A SO 6 R AR ik B 45 5%
BE N CDK1 mRNA 335K, 455 : 0SCC 4] CDK1 & [ PR 225 % B 3 5 F IE# % R4 (P <0. 01) ;0SCC
41 CDK1 mRNA 6351 5,75 F-1E % 0 BEZL(P <0. 01) ;o1 fI§536 OSCC 4141 CDKI mRNA HIx4 2 ik bt i 35
F 50k 0SCC 4{Z4L(P <0.05) , T . IVH] OSCC 414 CDK1 mRNA fHXFFRiE W& F 1 L T OCSS 4{41(P <
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Expression and Significance of CDK1 in Oral Squamous Cell Carcinoma

SHI Jing, MA Hong, DUAN Xiaofeng
( Guizhou Medical University, Guiyang 550004, Guizhow, China)

[ Abstract] Objective: To investigate the expression of CDK1 in OSCC (oral squamous carcinoma )
and its relationships relationshpi with clinical features of OSCC patients. Methods: Using Real-Time
qPCR to detect the expression of CDKI mRNA in 20 cases of normal oral mucosa tissues (normal con-
trol group) and 64 cases of OSCC tissues ( OSCC group) and immunohistochemical assay to detect
CDKI1 protein expression. Comparing expression level of CDK1 protein and mRNA of both groups.
Meanwhile, observing CDK1 mRNA expression level of patients with degrees of differentiation, differ-
ent clinical staging and lymph nodes metastasis or not. Results: The results showed that the protein
positive expressions rate of CDK1 in OSCC group was significantly higher than that of normal control
group (P <0.01). The expression of CDKI mRNA in OSCC was significantly higher than that of the
normal control group (P <0.01). The relative expression of CDK1 mRNA in low and medim differen-
tiated OSCC tissue was significantly higher than that of high differentiated OSCC tissues (P <0.05) ;
CDK1 mRNA relative expression in stage Il and IV OSCC tissues was also higher than that in stage |
and I (P <0.05); lymph node metastasis OCSS group showed higher CDK1 mENA relative expres-
sion than none metastasis OCSS group (P <0.05). Conclusion: The increased expression of CDKI1
may play an important role in the pathogenesis and development of OSCC.
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1 1 5 R 210 M3 9 ( oral squamous cell carcino-
ma, OSCC) J& kA= 18 I R At T o e 6 DL A — b o
PEIR , o7 1 fS AT R £ 80% LA H A2 R
BT R B OSCC A\ HUH 1 300 000 4], 3BT A4k
#3120 000 i . H A4 X H R 0SCC kA
AFAIGIT 8 3, TGS G A A L 1 e
ST R BREE R AR TE R H IR, BLE
A —48 0SCC Wiz Wibr &9, 1 B 12 0SCC,
{ELTRR 4 5 A R e 2 22 ke I 22 TR 2% [ ol F) 45
R, DR AT B — AR IR ) — S i A )
FARCH) o ITAERAASCHITE A B, A0 S I 2 4K
HfPE I 1 ( cyclin-dependent kinase 1,CDK1) 54
Pl b 5 L L R O S S R A KRR
W), AR e H UL 7 Hl Real-Time qPCR
LA CDKI JEPI A [ 7E OSCC iy 3RI5, [l i
WL R AR BE AN TR PR 73300 B2 1 K R iR 2
LEFERS R CDK1 mRNA [ 357KF-, 2 0SCC
A4 R BRAIG Y 7 SR R

1 #R5EIZE

L1 bR 24 St

L1.1 EACREE e 2015 4F 10 A ~2017 4F 4
F AN AR IBR Y B OSCC 4121 64 4] ( OS-
CC 4]) M 2 AHIESL . OSCC 3555 45
il Zx 19 B, 41 <60 % 26 ffi] . =60 % 38 fil, 5
oredEE 40 i B O A g 24 B, i PR 23380 T R
01335 ], 1 sl 1029 1], ek 455475 45 6 A
WL Z55EA% 19 1] 5 55 B 20 9 0F 5 2R EUbRAS (IE %
XFHRZ) o ABFFARBEBEfC B e W W . 1)
U1 ~2 mm® K/NHZ, —353 5 B RNAlater &
Brfl - 80 CHAE, T Real-Time PCR #l] CKD1
mRNA 258 5 75— B 70 AR K Sy AR I, A1 4
AT e HEU AR CKD1 25 i ERI5 .
1.1.2  FFEAUZ M  CFX connect Real Time
System PCR 4" {¥ ( BIO — RAD CFX96, 3 [ ) ,
S1000 PCR #EFRY (BIO — RAD , 22/ ) , YS100 ¢
PR (Nikon, HAS) , £ FloBE S 1O f0RE B8 K %
( Eppendorf, ##[%] ) , Dynabeads mRNA DIRECT™ Kit
iR F & ( Abcam /3 @], 2€ [H ), Transcriptor First
Strand ¢cDNA Synthesis Kit i&7] & ( Roche 2\ #], 28
[€ ) ,Light Cycler R480 SYBR Green I Master( Roche

osw], ) s CDKL 5975 ( 1 TAGCATCAT-
CAGATGCACGC, T i GTGTCCAGCAGTCGCAC-
TAT; AT, HhE) .
1.2 i
12,1 gty RSy g —
R ZH Y] b CDKL 2836, FIH & TR
JEAE5Z (0. 01 mol/L MR £h 2% i ,4 min) ,—47(
Fig 12250 be A5 B B, 930 X0 BR LA PBS A —Hii.
A R ks AR S BT T, BRI e (o
FEI M B B (U ORE , SR I RUE A6
DT BEHLILEEY) i, AR S NI 43 (TRS)
VAL S €25 J32 R0 BH 1 200 e %) Bl 91 5 BE 1 4 i B <
10% .10% ~30% . >30% 4353t 0.1.2 43, YL fa
JETCA 0 IR0 BB S DL E ol 0.1.2 g3
AP E LR G 115r,0 ~ 1 03I - ) ,2 ~3 43
TRREEEC +) 4 7ritsmBHPEC + +) .
1.2.2 qPCR  #|] ] Dynabeads mRNA DIRECT™
Kit 3855 &5, G BRI HE LA 21 mRNA |, {# F Transcrip-
tor First Strand ¢cDNA Synthesis Kit {87 &350 % 5% ik,
cDNA ( - 80 CHffF# H) . ##% Light Cycler R480
SYBR Green I Master #3t BFJ7E 0K L #24E, Bl 10 pL
S Wik %, SYBR Green I Master 5 uL, - FiiE5|4)
4.0 pL B 1 pl, SBAAE R 95 °C L5 min,
AZPE95 °C,10 s, 1B K 65 °C,30 s 3k 64 MEER,
AFEAR 3 A ALBOT BME, SR 27 ki AT
o380,
L3 Gt

Vi FH SPSS 24. 0 BT GE it o0 B o R TR
FE A CDKI 5 235 5 I AR B R5AIE ¢ 2 70 A
KH X K5, 4 2¢Ok 2 i PCR 806 R A4 1
O3 A AR AL 5, P <0. 05 Ry 22 A Ge it

2 #HR

2.1 CDKI ik

64 {5l OSCC £ 2 n] L 40 if 5 o Hf AN ) e
TR B 1) B o €8 0K, /D3 23 A% L B e, CDKL
BHPER Ay 82. 81% 5 1E 11 I 5 65 200 it Jfa Joi v o 77
TE/ DA o 0k, CDK BH 2k 20. 00% . 24
it 53#1, 0SCC 4] CDK1 PHPE R IR R B E & F
IEH XA (P <0.01) LA 1 £ 1,
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CDKI protein expression in oral tissues in the two groups

Fig. 1
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Tab.1 The expression of CDK1 in OSCC
and normal samples
CDK1 HH %A
iv; 2
M it (%) X
IEW XA 20 16 2 2 20. 00 27 56 <0.05
0SCC#4 64 11 24 29  s2.81 0 <V

2.2 CDK1 mRNA #ik

OSCC £H ] 1E #4148 CDK1 mRNA X} ik i
AR 1.301 3 £1.033 7,0. 656 3 0. 175 0,0SCC
2 AR B R T IR BRAL(P <0.01) , WL 2,

2.0
(1
s
& 1.0 : ﬁ i
= i
. _J L
0.0~ e
TE X5 TR ZH 0sce4
W L5 E# 6 BRG HAE, P <0. 01

B2  CDKl mRNA 72 7 4 O J 20 48 v B 4 3 3k 3k

Fig.2 Relavtive expression of CDK1 mRNA

in OSCC and Normal tissue

2.3 R FREEAE OSCC 2141 CDK1 mRNA )
ik

Hi IR OSCC ) CDK1 mRNA FiAR XS 23K
R TR e 0SCC(P <0.05) , JF H I IV
OSCC 141 CDK1 mRNA f) A X 2 3 2t & T
66

0SCC 4

I ITI(P<0.05), fF7EM 45 ¥ F 1y OSCC 20

2l CDK1 mRNA FHXT 35 575 TR DLk I 45

B (P <0.05) ;{H /2 CDK1 mRNA [ RIE1EA

(R ) B A v, 25 5 TR GE T2 2 L (P >0.05)

W2,

# 2 CDK1 mRNA 53k 5 OSCC Il JRAFAE ty k R
Tab.2 The relationships between CDK1 mRNA

expression and clinical characteristics

in patients with OSCC

it AR AR n  CDKl1 fHXFRikHE A P
5

5 45 1.3867+1.1424

4 19 1.0991+0.6985 —1-017 0.313
FRE ()

<60 26 1.1887 +1.084 3

=60 38 1.3783+1.0050 ~0-718 0.475
SRR

otk 40 1.1008 £1.021 7

=]

HiEAME 24 1,658 6+0.9764 ~2-128 0.037
I R 4349

[~ 35 1.0048+0.765 6

M~ 20 1.6591+1.2041 —2-637 0.011
B

% 46 1.2002+1.020 1

A 19 1.5407+1.1994 ~1-908 0.031
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(cyclin-dependent kinases, CDKS) [t ¥i& 14 3 17 A
£, CDKS IIREM R IETEVE 2 I vh 344 i, 4
M CDKS (AT e i % 15 % JE Pl A Y
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20 it ] 0 2 ARG P % 6 1 ( eyclin-dependent ki-
nase 1,CDK1) h 22 Z B2/ 75 24 R 55 1 I X i 1Y
B 2 — , Hog CDC2 JE R gt i AH X 43 it i 4
3.4 x10* (A, CDKI 5 cyclinB 40 &
Yy (R 2253 24485 K, MPF) i fiff 40 i J&] 39 DA
G2 Wik A M i, S 2 4l i A 2257 3400 2
F 7T, CDK1 241 i J& 39 i — 4 3 58 A9 3 45 4
T IEAN M B G2 i A M W v ke ¥ 35 B AR
Fo WFFERIA, 2R i i & A % R AR5 41 i
SRS BLAR ) ZE LA 2 25 U0 R OCHR  TA A e 2
— P2 SR P g Y. CDKL A7 3R /) 40 Jif i
I\ 25 W g B 3L R R R R 5 e I R TS B A AR
Pyt . R, N CDKIL 5 v 1) 4 26 2 JE A Wk A
R et . ABFSE4E OSCC ZH 41, /) H4 CDK1
VRN PR A R /K- 283 1, AT RS R s 4
(G TE GGPERREE L SR B 3G A O, T REA
SRR FI K OSCC I PR TS FIFR &4 o

A 5T H G pE L Uk 2 25 R 64 i OSCC
ZH CDKI1 25 11 FH PR 3A 28 35 5 T 20 41 1 4 %) i
4, [Alit gPCR 45 3 i 7% 0SCC v CDK1 mRNA [
FER I AR H G RR A X 5 CDKI 78 HoAt s
s B FUE N s T 4
Hh iR B AH — 350, HAE AL & CDKL A 5
1o, 5 R R AH M A S B RN kR . Rl i — 25 o b
FeEAN TR Ifs R4 AE OSCC J 3 7 CDK1 mRNA [
FIRGOL, R WoR, h AR5k OSCC iy CDK1
mRNA (AR5 & B3 & TR 2 0SCCL I,
VI 0SCC AHZrh CDKI AR A E WS T 1. 10
Y OSCC 2 4%, 147 ik EL 45 #% #% OSCC 4 4111
CDK1 mRNA %33k it 5 T IC itk 45 % B 41 21,
M CDK1 w] 4 24 # r OSCC 15 RIS 1) — 145
B BB DL R A ) 4 2 b e B 2% S
HEMIFE A OSCC 22143 A0 B2 A R ALK LA B IR 43
Wk J& , CDK1 mRNA (1% FH X % 15 ot bl vy, i
S U ERR FE R 22 T v, DT (2 22 f 73 40 38 4, Jon
IR, IR T 32

FEF AR S5, #EM CDKI A9 /5 k5 78 0SCC
HRT BE TN A L 5] G2/ M AL, £ At A
2207 3, i — 20 A 3k b R A0 M Y g AR, A OC T
CDK1 SRS e iy IR AL A o i — 20 5T, it —
A SR IS B KRS R T IO o
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