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[Abstract] Objective To investigate the expression of Ki-67, Cyclin D1, P53, and P16 in patients with oral leukopla-
kia (OLK) and OLK cancerization who have aspicy diet in Chengdu. Methods Thirtypatients with OLK andspicy diet
and 15 patients with OLK without spicy diet in Chengdu were divided into three groups: hyperplastic OLK (OLK-), OLK
with mild to moderate dysplasia (OLK+), and severe dysplastic OLK or oral squamous cell carcinoma (OSCC) transform-
ing from OLK (OLK++/OSCC). The expression of Ki-67, Cyclin D1, P53, and P16 were detected by immunohistochemis-
try and statistically analyzed. Results The expression of Ki-67 and P53 in patients with or without spicy diet in the OLK+
and OLK++/OSCC groups were stronger than that of the OLK~ group (P<0.05). The OLK++/OSCC group showed a high-
er expression of Cyclin D1 and lower expression of P16 than the OLK~- group (P<0.05). The expression of Ki-67, Cyclin
D1, P53, and P16 in patients with spicy diet and without spicy diet had no substantial difference. The expression of Ki-67

and Cyclin D1 showed a positive correlation (»=0.439, P=

[YFEEHA] 2020-05-06; [MEEIBHA] 2021-03-16 0.015). Conclusion Spicy diet did not have an influence
[(ESTE] D)1 1 B BEis R FE H - (LCYT2019-8) on the expression of Ki-67, Cyclin D1, P53, and P16 in pa-

[1EE®N JTRERR, HI, 2%+, E-mail: wanzixinhxkq@126.com
[BfEIEE] BeAit, EEHIN, %1, E-mail: yaolihongsansan@
126.com clin D1, and P53 increased with the development of OLK,

tients with OLK and OSCC. The expression of Ki-67, Cy-
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whereas P16 showed opposite expression trend.
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Tab 1 Basic clinical data analysis of OLK and cancerous patients with or without spicy diet
A 2 B S T6 3 BRAR A S
A e OLK-  OLK+ O(;“SKCJ:/ K AH PfE OLK-  OLK+ OOL;CJr: a1 PAE
sl 4.946 0.103 2.184 0.500
e 23/51.1 4 7 2 4 2 4
% 22/48.9 6 3 8 1 3 1
k4 1.861 0.534 3.482 0.301
>60 23/51.1 4 5 7 1 4 2
<60 22/48.9 6 5 3 4 1 3
fEiEbA 3.345 0.272 4.017 0.251
WEEE  21/46.7 3 7 6 0 3 2
bRl 24/53.3 7 3 4 5 2 3

2.2 Ki-67.Cyclin D1.P53 I P16 1£ 4 /Jo 3 BRAK &
I OLK i e 8 rh i 3k
AN ITCE K& R, Ki-67 7F OLK-
B LIBA MR N T, D A0 AR T e
LR AR R ; 78 OLK+4H Fl OLK++/0OSCC 4H 1
DIBA MR F2, PR 40 B i 2 LR 18
oA, BSE 2B (1. 2), Sitortr (%2)

OLK OLK- OLK+
- - . — .

Ki67

KW, FEAEHREIBEE T, Ki-677E OLK+
20 il OLK++/OSCC 41 i) % ik 5 T OLK-41 (P<
0.05), {H OLK+% Fl OLK++/OSCC 4H 2 |H] % 5+ ¢
Gt E L (P>0.05); FETCEHUIRE BB
H, Ki-67 £ 4 H 13RIk 2 5 5 0 R E 2 R
F—H . Ki-67 FETEAH/TCF K E B OLK
B RZER TS (P>0.05, #%2).

OLK+ OLK++/0SCC OLK++/0SCC

Al~L1: x200; A2~L2: x 400,
€ 1 Ki-67. Cyclin D1, P53 FIP167EA7 ¥R & 2 i1 OLK 5 4l P (1 23k
Fig 1 Expression of Ki-67, Cyclin DI, P53 and P16 in every group with spicy diet

AN ITCF B 21, Cyclin D1 7£
OLK-H F A8 55, OLK+HF A AR, 78
OLK++/OSCC Al R#f 2 HE S A (K1, 2). &
ot (£2) RY, FEAFHIREIBEE T,
Cyclin D1 7E OLK++/OSCC £H 1) % ik & T OLK-4H
(P<0.05), (HHAYMMZES LGSR (P>

G

immunohistochemistry

0.05); HELFHIKE WL T, Cyclin D14
] ) 223k 25 5 54 UK & I R — 3. Cyclin
D1 F 3k 76 A /70 F BUK & 2 15 9 OLK 4541 2 [H] (1)
ZR TGRS (P>0.05, £2).
ACHITCERIRE TR, P5S37E OLK-4
PIR g R A, T 7E OLK+41 Al OLK++/0SCC
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{H OLK+4 FIl OLK++/0OSCC 41 = [a) 1) 2% S L 88 it

OLK+

RS (P>0.05); ERFEHIRESBEE T,
P53 A FRih 2 7 SHEAF AR E T B E —
., P53 RIBIEA/TCEHIKE TR OLK £ HZ
B ESTGIEE L (P>0.05, %£2).
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Ki67

Cyclin D1

Al~L1: x200; A2~L2:
K2 Ki-67. Cyclin D1, P53 #P16 fEJCFHIKE B OLK & 41 h 19 R ik
Fig 2 Expression of Ki-67, Cyclin D1, P53 and P16 in every group without spicy diet

% 2 Ki-67. Cyclin D1, P53 P16 EH/TLEEHRA
JRMOLK EHP R EAANFZREER

Tab 2 Immunohistochemistry staining results of Ki-
67, Cyclin D1, P53 and P16 in every group

with or without spicy diet

5 A PR I TC ¥ BRR fr I 5R
- + PfE - +  PiE

Ki-67

OLK-4 1 9 <0.05° 1 4 <0.05°

OLK+4H. 0 10 >0.05° 0 5 >0.05°

OLK++/OSCC % 0 10 <0.05¢ 0 5 <0.05°¢
Cyclin D1

OLK-#41 3 7 >0.05* 2 3 >0.05°

OLK+2H. 1 9 >0.05° 1 4 >0.05°

OLK++/OSCC % 0 10 <0.05¢ 0 5 <0.05°¢
P53

OLK-#4 1 9 <0.05* 0 5 <0.05°

OLK+4H 2 8  >0.05> 1 4 >0.05°

OLK++/OSCC % 2 8 <0.05¢ 1 4 <0.05°¢
P16

OLK-4 1 9 >0.05° 1 4 >0.05°

OLK+41 5 5 >0.05 2 3 >0.05°

OLK++/OSCC % 7 3 <0.05°¢ 4 1 <0.05°¢

. "N OLK-415 OLK+41 lb#, °H OLK+415 OLK++/0S-
CCHMATILES, °H OLK-4 5 OLK++/0SCC 4H 1% .

G LU

immunohistochemistry

ARA/TCERIRE DB, P16 7E OLK-41
PHME 2R B0, A v €0 0B AR L IS I 6 IR 2 7R
WA, HEAREZE ;I OLK+41 Al OLK++/
OSCC # FRik Rl 55 #, JuH OLK++/0SCC 4
DIItERE £ (B D). SGitabr (%2) £,
A EHIRE BB T, P16 7E OLK++/0SCC
AR FIAMET OLK-4 (P=0.048), HAx4H %A AY
ERTLIFE L (P>0.05); 1ETCFEHMIKE
BET, PlofdlRIMFRAZE T SR FHIRE
WURE —3. P16 RIKTEA/TCFHIKE > 1B O-
LKAz 2R TGt X (P>0.05, £2),
2.3 Ki-67.Cyclin D1.P53 Hl P16 [ % ik 54 3 3

TR 25 OLK B A8 A6 5 Ik DR 38 5 e 1)

M T Ki-67. Cyclin D1, P53 fl1 P16 () ik 7E
HHICFE BRI A OLK S h L2 5%, NI,
AN S R AR B 2T 183 1 OLK K g8 i b 4700 #r

Ki-67. Cyclin D1, P53, P16 ik 54 ¥
R 2 OLK B A8 65 I AR s BRGERHI C 3R
W3, git/rr#EM, Ki-67. Cyclin D1, P53 il
P16 [ FRIBTEARIPER] A0S . R B 22 ] 1) 22
S¥TIGE L (P>0.05).
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% 3 Ki-67. Cyclin D1, P53, PI6MIRIESHFFHREIBRWOLK RBETEEIERFETMNNXER
Tab 3 The relationship between the expression of Ki-67, Cyclin D1, P53, P16 and the clinicopathological data

of OLK and cancerous patients with spicy diet

o i Ki-67 Cyclin D1 P53 P16
FRME FHME PiE FEME  BAE P PRE B PHE FHPE BT PiE
PESI 1.000 1.000 0.355 1.000
% 13 13 0 11 2 12 1 7 6
/8 17 16 1 15 2 13 4 10 7
GRS 0.467 0.315 1.000 1.000
>60 16 16 0 15 1 13 3 9 7
<60 14 13 1 11 3 12 2 8 6
H AL 0.467 0.602 1.000 0.484
AR 16 16 0 13 3 13 3 8 8
Paigi 14 13 1 13 1 12 2 9 5

2.4 Ki-67. Cyclin D1, P53 MIPI6 fEA FHUKE  IRE I BIAY OLK M s 35 Ki-67 iy ik 5 Cy-
~J I OLK A Jia 28 i 2 vh Ik O AH OGP clin D1 IEA I (7=0.439, P=0.015); HAHT
Spearman SFAH AT (F64) R, A3 Fric¥ Z A FRak ToA G (P>0.05),

% 4 Ki-67. Cyclin D1, P53F1P16 EBEHRIX B IR OLK BT EE FRIZHME XM

Tab 4 Correlation of Ki-67, Cyclin D1, P53 and P16 expression of OLK and cancerous patients with spicy diet

S Ki-67 Cyclin D1 P53 P16

rfH P1H ri P1E i P1E rfE P1H

Ki-67 - - 0.439 0.015 0.182 0.337 -0.187 0.322

Cyclin D1 0.439 0.015 - - 0.291 0.119 -0.264 0.159

P53 0.182 0.337 0.291 0.119 - - -0.119 0.530

P16 -0.187 0.322 -0.264 0.159 -0.119 0.530 - -

e, BUAIMLIM BRI R L, HRTC %
3 i A3 & B Cyclin DI 9 6350, ZA50BF5E

Ki-67 2% A fifi 5 14 AL R B A e i 2
P, Pz AR AR B S AR e FEIE R
CTHE BRI AR AR, Ki-67 355 2 18 T 3L 2
i, R — @ RIEGEEE 1 Ak
BAFHI M, Ki-67 MR T E L, 1K
SR Ki-67 R ERBHPE R IR, H & GYRE
W, EABGE T, Ki-67 7E OLK+4H Fl OLK++/
OSCC Y1 )ik 3 = T OLK-4 , S5REAEMroT 45
R—3, (HAEAMF 5T H OLK+4] Il OLK++/0SCC
W2 B2 g4 X, ATRE R A o OLK+4H
FT OLKA++/OSCC 41 iy & A% 32 W PR 28 52 5 K,
AN TRVAIF 5 % S i 48 1 R 2 0% 402 VT BE A T IX 50
Ak, KEZEAGE /4 OLK 41 . OLK ¥ b fz 5+
HIEAEHMOSCCHA, Btz FH 4 OSCC 2
)t RS, fH Ki-67 76 W0 41 ] (1) 3¢ 35 25 53 45 B
B, ARG AR 432 2 B OLK g 28 1 — A
AN TSR

Cyclin D1 i ad F ik nl s 40 e A G131 31 S 1]

KI, Cyclin D1 7E1E % Bl . H2ii 4 A OLK
SR AR B OLK F1 OSCC il £ ik S sh 5728 1k
FHPE R 3 51 4 20.00% . 58.33% . 72.22% F1181.08%
(P<0.05), #E/RFEZE OLK HERE, 4 At 1 5 v 1
WFERESR . fEAHFFE R, Cyclin D1 £E OLK++/0S-
CC ik T OLK-41, 5 Cyclin D1 A4 ML
il K BEAE T SY — % {0 OLK+4H R4S G 2 i) il 22
SHTG R L BAKINTE, Cyclin D1 #3814
W S R T v T T v

P53 3L RS A A 1 & BRI 5 NS i AR DGk
T e B H0 g B TR . PS3 3 PR A B A 0 2% AR Y
Ffr, FA AU PS3AES AR T . A0 40 e
PEHP R EEAE T, AR R PS3 B PN A5 &
AP AR, e MERE R, R RIEIER, S RE (R
AL AL, AR TR R AR R AR
5T KB, PS3FEIEH FEMRE . Halilid: OLK., =¥
H4HE OLK F1OSCC H i P45 0.0% . 13.3%.
52.6% Fl1 78.4%, /8 P53 748 5 1 &b | iz 41
O INC R s B e Fa B e S S N e a %
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P53 #£ OLK+ 4l fl OLK++/OSCC 41 iy % ik & T
OLK-#41 (P<0.05), Uil P53 275 thZ 547 3k
210 OLK B A8 i W AR B s 454 PS3 1)
YEFIBLE, HE— 2 PR 2k A AR e e 3 5
OLK JE# 28 AH—3K .

P16 SR ZEAR | sk sl F AL 45 S 80 B Bk G
F, D2 25 40 0 2L A PR TR A, S A
PEREFE L S AR, ML AE 2R e 0 B 5T
PEVUESE, e S . Wb . Ak R G
S B A, FREIRABSEPR I P16 TEIE M A . 5
afi b A= R OLK ., S 14 4E A OLK H1 OSCC H fH Pk
RAKK T, AR P16 1k F RE W] LUIAE A OLK ¥
TR FEIEZ — o AW LB P16 7E OLK++/0SCC
LUK 5 T OLK-41 (P<0.05), $&/7RA Bk
2 OSCC B H AL e B Ple A
FEARBR T ek 2 5 40 A R A A P S
by TRERAE . XTI R B E OLK g 22 i
J&, PloEHRRIBAKF TR, PlofkRiAMG:
R AT A OLK 72 (1 A 4 F-hRic 4

OLK 1) A% 5 Ji g 32k DRRD 41 g 26 PR 11 658 2%
WA G, FEIE RIS DL 3 W A L R b 1 3l 45 -
AE 25 BAESN RS RN, I
PRt B Rk s S R AR, i A
B HE R A AR R Y R AR R 2 A
YER R ZE R . AWF5E T s 5L ] Cyclin D1, 58748
T JE N PS3 19 3 3238 B ik 4 P16 2% 37 114 [+
F A Ay X — 2 R AR . A A 20 S U A
AT, P16 1] 5 Cyclin D1 35 4+VE45 4 CDK4/
CDK6, #F752 %% P Cyclin D1 5 P16 7£ OSCC
Bk B MG, HAEARTT T, XMW ETF1
FRBEFAAMACER, HEFAEASITE X
(P>0.05), W] BEJRH N A58 ool 58 b S
4 4= 7 OLK F1 OSCC H A B Beff y — 21, X Jr
WFFE RIS 3BT 14 23K 4~ 73 F- 4 OSCC iy ek
A, P e R 225, PE N EECR
AR — L REEABEGE . AWFIE & BLAE OLK J A%
HAEH, Ki-67 fll Cyclin D1 7EZH 24 (1 2658 i B AH
X (r=0.439, P=0.015), #E—Uii )5 Cy-
clin D1 1y Rk ml i Z A E AR O34 5, 1755 OLK
A KA

AWFFE45 W], Ki-67. Cyclin D1 1 P53 ¥
Fe ik Bl OLK i 2% (1) i JRé 1 Tt =y, P16 114 33k Bt
AF gE R PR . {HE, Ki-67. Cyclin D1, P53 fll
P16 764 2 BRAK & > 10 OLK £ 3 AN JG 2 BRAK &
MM OLK R HZ MM RB LB ER . X5

Ibiebele 5 MAFFE 45 R —F,  HXH R A AT £ 18 96 i
HUATE A LI, FHREDNREAGRS &
IR T $Em . FHUKE SR AL K
J 2z [ JC I AR . (HJR, YanZ5S%d b [ i
T2 419 ) R E R LB, IRE S BURREm
B — N EEE R, K 2w & e s
ih . B R B A L RV B S
5B 3N EE P ZE . PhukanfFE2X} 502
BIENE BRI LI, FHRARRZRE S 8%
JoE AR S IE A G . oM E B, ERA ST
FEHR BT A R RN N R Fa, B
PR A2 KR, AR BOBUSE SR A R AT
VAR T . S R e G A . R AR 2R,
8T ok 96 20 BT BT R T R RO, TR I
e . FURREE . B TR R IR A 2 A
P (8 T3 B FYR T T A E AR

G HET E IR SR R R R RER T
F 5% BUIR FIASSE 86 O BF ST 45 58, 450 98 3 X 2 R
RE 5 IR R A RO R RIS 2 A — 2T 5
BT REAFAE LA T IR = F & Ak 1 38 bk
FESCEREYBA R, ARIFFRXE BRI
() 2 B AN — B, BV S < BRRCB A 38 R 4 UK
AL ZDBEAEEHIRE; SR AR
AR 22 S A O, AN TR R 1) 26 0 BR B AN
A B BUR B A —E R AR
FEHEYRANE —E XD, Az rie
PR FE I PR R R4 PR 2 A RCEAR 5 A 58 4
AE AN, AT RE AT GE T2 S 04 o M v — o
M, PRI, 7B R OLK & AR & SR A S Wi A 1
E— 2P FURFEAREBEST, DA ngs 5 ny nf
E
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