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[Abstract] The formation of oral squamous cell carcinoma is the accumulation of multiple gene mutations. Lymph
node metastasis is one of the most important biological behaviors of OSCC, and it also has the greatest influence on
the prognosis. The molecular biological mechanism of OSCC is still unclear. Exploring the molecular biological

mechanism of OSCC is of great significance to clarify the pathogenesis of OSCC and to find potential therapeutic tar-
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gets. This article reviews the pathogenesis of OSCC from the molecular biology perspective.
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s i 2 — i DL B 0 M e R L E A B U R R
JESE 6 v, 1B 85k 40 it 98 Coral squamous cell carcinomas,
OSCO) & B s fiE B R 1 900%™, 2011 4K H OSCC #Yy
FET RN 1.26/10 J7 . B RBAE FIHBEES . OBAT Lk
FENPURGE T HEE AL R AL L A E A E R, M
P OREEREE . OIS HR, TARIBRMEE K. ARG S
Rk OOUHZEERBE RS OSCC WifE &K 2., i 4 kXt
OSCC MR Y7 BUS TR KA Bl F OSCC B & 7w HL il
i R W, OSCC /B E 1Y 5 A AF RN 50% ~70%, HH
Al P AR 248l , OSCC BB i £ Fh BB 22 5 B0RE IR 28 AR 1Y
ZER L GRS OSCC MR T2, WX AIFBls
B K EYFIT N Z —. K OSCC kA4 M it #
W AR R L XA AR OSCC Y & s AL AN 536 B 7 1038
1 OSCCHIEMEE
1.1 AFLk%H 5 (human papillomavirus, HPV)  #F5% %
81, HPV 765 U8 19 B0k 1 B b i B ZAE 0. Bl 90%
s U R E S HPV e %5, HPV Bk 2=
PR FL KRR T NIRRT  XUEE DNA R, A

EEBEAN T84~ ), & Hs A, EREIN, i+, FENFO
i T AR
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I SV S, E AR IR R b R R R R 4L, Sk S0
gL HPV 85 HPV—16/18™, 7 OSCC #1, HPV fiy
Kot AR B L N HPV e ok M BB, 1
R HPV BRI Rl 52 %, HPV —16/18 B B AR & Ny
52%,0SCC H HPV—16 J&Ye R H 42% ", &P HPV—16
JE S OSCC & A 1 e B P 2 R R L 35 1Y 5. 95 i, IR
HPV— 18 J&5 B 50 KU 9 R R gL % 19 1. 65 577, Wik,
OSCC PUE&Y HPV—16 J ¥, HPV—16 1/ B W8 7
OSCC &A= iy WU . 38 iz 45 Fh B BB HPV —16 (Y 4L n]
REXT R AL OSCC 1 &R RA — 8 X,

L2 ANRAMGIM KPR ERE,O0SCC M ERS BHE
B A T W YR 3G, A W K PR A L A AR AR
M5 R 70 LR A BRI SO W R . WA T S
P AT RE K 300 e T S8 T T B O A A A A R
o PR MR R A T IR 0 XURR B 3 A% T RS2 AR
AR 10 45 LA B K A RS FERRE M A AL, 4 75 %
1 15 958 S8 5 A MR MG A, JC AR R AR R BN P A
S IX OSCC By FEEIFINT, A#Fs 8L, 0 & 4 OSCC
B AR & B FE R 2.19.95% Al {F X [8] (confidence interval,
CID)A[1.98,2.431(P<<0. 05", S AHFITIN N, 15 & Fil
T E OSCC RSO A 2 v o A L 0 =5 00 808 Bt

2 OSCC Mo FHEWENSH

2.1 JFJ JE A (proto — oncogene) 5 11 & 3£ [H] (anti — onco-
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gene)  JUIE [N 76 40 0 184 A R0 43 Ak b oA EREL A R B AR
HE AR RS . AE AL B B 1R 28 g 0 1 g A A
JE i 35k PR T B S8 S O TR O P R SR s £
A A A L A S R U Y AR TR L T S UM 1 T
o TE OSCC My KA % JE rp s KA 4y OSCC # 5 A WA H 1) gt
TR By B, 4 00 T A IR B o AR R IR g Y 5
B OSCC My % A 55 TR g 25 TR /400 3 356 TR1 1Y 2 81 2 B AR 2%
2.1.1 c—erbB—2 c—erbB—2 ZWETHREEKHNTH
T B B o 2 — T 00 A A R T R TR, R o g A0 i o A A
LR T I 5 c—erbB—2 W H 31 7454 19 DNA
S5 AR AR L SR AN B G AE L AN M AL c— erbB—2
EAEMEAL R REY . c—erbB—2 & 5 ¥l
LR K AL AT BE A ¢ — erbB— 2 /E N — B AR K R 7 32 44,
LR AT B 1 T bR Am i X AR K DR T A R B R
1 ANTE LA T TS B 2 R e e R R R A
Ji s OSCC &= 4 c—erbB—2 & [ A3 48 , £ Tk 00 25 4 75
Yle—erbB—2 RKKFER T RBMEEHRE L,
c—erbB—2 T fE 5 40 T 3 T 3 3k 19 p185 A K P F ai
b33 2% 28 B T EL A B AU R, T AR 40 A TR 9 B A G R
A A AN L% W R A TR AR R B 2 p185, AT
HE— 2GR TR A 558 . AT, c—erbB—2 BRI KA
5 OSCC M/ e B K A7 22 Rk 1 &5 YA 6

2.1.2 Bmi—1 Bmi—1 & 1991 4Ef 2 A O 7E B B 4
00 3 B 98 v A B SO FE R . 3k Bmi— 1 1 i 8 40 g
BN A g A AE Y RE T AN . BT R, £ A Il
e T R R & B RS Bmi— 1 B R
FmRBAE R, AR K, Bmi—1 78 OSCC 4 21 H1 40 g bk
A 2Rk KT 35 v 1 20U 0 M AL A0, B Bmi—1
R Th & A AR OO B M 7 5 A A R o B 4
AHETEEE OSCC I AAH K., Bmi—1 RKiksRER [ &5
Y A R i K P R 43 A R B AR AU T B, T R OE A
5%, FWALE 10 3 I8 A8 03 B2 AP A7 A2 Bmi— 1 2K (A 1Y 3B 7 AL
20 Bmi—1 Fik W ERAAE OSCC %K A i 53] % 18
YER L T H T fig 5 OSCC & R iEFE A %,

2.1.3 pl6  pl6 SR M 4 i) & AL S — b 40 it ) 400 o
BTG R R B S A0 B R 0 0 R O R A B 8
ReorBd . 2R T b 2 Sk 350 bR v T A #) ple kA
BB  pl6 6k B AKE S B AN i R R A O, A0 R 8
FE AR, AR SRR . FE OSCC H pl6 Fk R 9 F 564k 2k 36 2 —
A E R, ple B IR AR R 16 T E O 286 B 1 B B Bk A7
16, % OSCC Mg W L4k, p16 WY 2 4k JT 3036 3k B 2k ol fig
PR 1R Y BE B A pl6 BHE 838 B 100 i ot R 35 17
B R TR0 BRI IE R O R B RE L 1 O & B
M OSCC H LA pl6 5 I RIB MK FEAR, OSCC H A H
TR RAL, XU ple HEB 5 T A T & #1995 22
K OSCC Wy & R ik ple P B Bl 2k L 98 | 1P 3k
LA ple EEMARRIE S OB &4 L RA R, /I{EA
JERE W4y F A F iR —.

2.1.4 p53  JEJEEIE O A0 A DNA 40 . i 4i i
PR 715 5 3 8 1 3o B T AR T S p53 kY, p53 SEA
5 3 S0 980k 40 M0 A 2 D AR 6T AR OSCC H Y 53 %
R E 2215 B AR 2 5T ) 2R, OSCC ' p53 mRNA ik
7 80% ,DNA ¥ 3 BH M Z K 40% , AT HE & OSCC %k 2k 1y 7
W, Ve —Fh R B A R R A T B RNA
(microRNA , miRNA) "2 25 7 i A ¢k P8 45 1 2E
Ykt ., fEVFZ MR 4 & I miRNA 454 B ok 78 i 3% %
IKIH L T ER 4> miRNA % B8 A5 28 00 3k P a4 9 56 A
BISHAE . p53 BE W AEJE miRNA B3 98 4% i 30 3L Y, ) i
AIREXT p53 b T Vi A B PR AR AR . OSCC & A & i ad
Farf, /776 1 FP miRNA 2 53 ps53 my ",
2.2 MUEAEMMSHE MEANREHBEEZZERNS
5 2B W0 0 8 Al B, 32 B o A0 R R % R
ek, 42 78 JE RS S - 1) D BB I 9 A I 5 R B R 40 M
A I A RE S AR T /N R A I I 9 R B a2
LIRS A LGS SUM B D R 40 B R A R B
T BB Vo) 3 0 2k 2 30 57 AS W7 344 40 T 2 R ke

2.2.1 A 4E 40 B U 4L ZE E (fibroblast activation protein,
FAP) b5 40 i i) K B Usk 55 701 i 96 40 6 o 6 6 A7 484 o % i
RR BB IR, FAP &2 5 M 1 — 8 78 i % 1k
(epithelial — mesenchymal transition , EMT) §y — /> 5 B
K F . FAP 7 OSCC I 019 Y 235 W 35 = T B2 0
FAP 355 OSCC B #F M B A fF R R . FAP WG
AN 1R 28 E A I8 S M B B BE ) 1B 088 . FAP 3l i 58
10 5 4t f b Bk 55K 57 26 1 [R] IR Y 9% R 158 5 3% I (phos-
phatase and tensin homolog deleted on chromosome ten .
PTEN)/ i N5 Bt AL B¢ — 3 — B4 i ( phosphoinositide 3 — ki-
nase,PI3K) /% H# B B(protein kinase B, Akt) fll Ras/%%
Z4 [ A1 B &b 384 i ( mitogen extracellular kinase, MEK) /4l fitd
AME 5 P8 T % B ( Extracellular signal regulated kinase,
ERK) W 4 {5 238 B2 38 OSCC 41w % £ EMTE g 40
B 4330 K A R Ak A4 K R — B1 (transforming growth fac-
tor—B1, TGF—B1) , # I i £F 4= 40 it . f H i o B 76 1L %
AU ZL AR 18] 5T A 4F 4E 40 0 « — W WLNL3I 2 1 (a — smooth
muscle actin, a — SMA) il FAP #4 JJL 5% £F 4k 40§ , IF 12
a—SMA Hl FAP k38 ™, FAP U AE I T i 4 i . %
Wi HC IG5 R ZEMITH

2.2.2  Jo R LBk B2 40 At A % % (thymic stromal lympho-
poietin, TSLP) 8 i % 15 % Je 5 DLk 4 B s R 3 77 12 57
B S PE R B W) A OG, TSLP 135 (4 B 38 7T L 5 350 60 giF
REETL., TSLP 78 OSCC 214040 i .9 55 5 1 1Y bk 12 40
M LA B A1 TR I e 8 A7 A e 22 5 i Uk B AN N RS b B 4
Horl R B S SR /9 IR B E 5% IR F 3 (forkhead box P3,
FOXP3) " i35 1E T 4 s f1 TSLP 3k £3%57, OSCC 40
H 4 WA TSLP A BL4EAE F T BB 0% b 40 Bt L 42 3 S
JEA (Y 1 9 3 A P R PR 2 S bk B 2 ) 9 i O B 40
et FOXP3™ Treg 943 1k o 25 4 . AT 390 i L 4 Xt ok o
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0 1Y G S L AR H#E OSCC 1 R AE R

2.2.3 Wnt/B—catenin il [}y B—iEIE H (B— catenin) f&
— i R R N e i 2 SRR R L B AR . — 5 i
5 E— 4528 A (E—cadherin, E—cad) & i & &1, 4E+F I
WEARPEFI BB, 5y — T AR N Wnt B REEA S S
VA M R T L A R T e A R R R AR R R e
REHAEREENEH. LM Wnt/B— catenin il i 7F 1 2 40
JiE R H AL T O PR AS L 24 B— catenin 7E 40 IE 4% B 40 I 5 A
B 2% 35 B, Wnt/B — catenin i@ ¥ #F # 1% . OSCC
B— catenin H BT H & 3k, TG Wnt/B— catenin i #, &
5 OSCC M L, Al 5 3 % A4 EMT % 80ARC0 . 1l b
B E—cad 2 —FEEFM 43 7 2 Z MM LB 40 M7 &
Y. E—cad (850 E 52 1Bz ok TR b e 20 0 42 28 19 T
RAM.EEE EMT WEEARE™ . MKW E—cad 78
T F b B 40 i b A7 7E 45205 19 mRNA FI4E B3R358, i 7E
OSCC 4ii g HN4 38 T . 78 OSCC % % ik 2 25 40 g
HN12 35 B AR X 7 — B 1R E—cad 5
OSCC - Bz 4o bk 1 e RS T A A G .

2.2.4 1MW A K HF (vascular endothelial growth fac-
tor, VEGF)  VEGF 7T $ = 1L %8 18 375 1 i 1 1A B2 40N 0 346 7

JE 0 4 B9 2k . b VEGF—C Ml VEGF—D i it %
S IR b A I A AR O PR N B Y R R R RS R
B, OSCC % #L 9 N I 2 3977 WL VEGF %3k, B &k KT
5 i g8 5 B 300 L T M O, T B9 4 28 o R ol A 4 R AR R
LYY Ji W AR W TR VEGF — A 5 OSCC # & Hl
X, NI, VEGF 1] B £ 1 6 R A2 i i B b 2 590
W9 A5 S A 2 it A I A B, 3K T RE 5 PR A A KRR B A
3 REERE
T 2 8 P N S A R ) — o 3 L B g 30T B4 1

JHE Jod B R R R AT PR B B B A . OSCC S % W —Fh 1
g, FOR R BUS 22,5 EEINRM. AR A
JEXT OSCC ki B e AL AT 1 4538 , LUBIXS # B OSCC
P M R LA B TR T TE VAR T RO AR A — B M BIS IR R
I PR =5 OSCC B 3 1A A% A A A7 A0 — 2 BTk
2% 3Tk
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