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PHPNERRTHETNR.

ORREEAE R4 M2 (oral submucous fibrosis, OSF) 2 —Fh O AR 7E L% & (oral potentially
malignant disorder, OPMD) | o #ffE 4 O8O IRMAEE (oral squamous cell carcinoma, OSCC) | HiyEZ
RNH10.4%, OSF BEMNBRAXROHE KN EEBEM. ¥ AMimTEeE. RE REE. &
OSF iRt P EMEAND FEEMEEMBXRDT. REEXDF. MEEEMMEXD 75, OSF i

| OREA | OERETASNT. BT DESPRERE. HH. SREE

1 58

O s 26 BT 4F 48 4 48 (oral submucous
fibrosis, OSF) j@—fpigt:. #Eirk. HA AN
) 4 R G B, BT O SV A M 2 (oral
potentially malignant disorder, OPMD) & %,
FEHHBEMRTE, HAbsZu OSF &5 K %=
FLIE AL Gy R, gk U, AR B il R AR 4
Y1 & [ PR e AT S SO — 28 P
B A A AR BT 0 0 ok X 2B K EE e U,

VT 4E 3k OSF 2895 (5 iy e 5 i Ti% 2 ¥ F 1w &
W, R A SC S FEST OSF J8AR 1 % A= 3R 4 FHLH .
15 16 PR 25 07 T BB PR AT 2858, X H BT TE
SGi—451E I OSF M3 Bl 77 BT VIR,

2 OSFIETRER

OSF & M s et > —, FERAEE
K TMET#HX, SE%EiTHEER ", &

1% ¥ OSF WA R 24 10.4% (LFE 1) , £
Mohiuddin F 2016 4E7F ELEL BT H g wFsT 80 7 s,

fEEBM tRAZOBESFR. OEER HEN BEROBREZHO
ARE#MFLETFRATME BxRIELLE

BAEE XRE

BEEAT 010-82195226

B3¢  hongweil@126.com

B dEEWHEERPRAEAL 225 100081

E4WE ERBABFEES 8177107
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HAHU DY) O RIS T A1 AE AR A8 3R 2R 5. 2%

%1 BoR B HTHE A9 OSF i 48 22 37t 25 T HoAth
HIX, WRE S 24 PRy T KK P RAK B X OSF
W\ FIFE AR A K, BE A TE OSF &l
OSCC, XA EEm A REMW G A8 5o,
=1 WoRM 1997 4 2 4 R OSF %4 Fitia
P, RS REEFKCE BT, R B i A A
oz R 3EIN,  DAR 7 B TR B 3 0 %, (HaX 32
INTEHEY OSF I g S Hoyw A8 il

3 OSFiETHIIGKEREE

3.1 DHFEHRHEATE]

D i O S A o 191 %o BRI 5 S S0 MEL MR A A
Hiad 10 43, OSF A8 R &, Chiang”, w5 X
72 U 25 U BB TS A (A2, B NE g
AR PR, R RURE MR

3.2 RITHREFEES
P IREA AT O K 9 I 51 BB A g O
W REZE. B2 OSF IR HEE,

3.3 &3 BB (Oral leukoplakia, OLK) E{[
R E#E (Oral lichen planus, OLP)

F e 1 g e g 1 e 151 v B9 2 TR

£ OLK 8 OLP J& OSF fi# S iy i@ %, Yang®
K Tang™ WEFTEFIAHFZE S, (H 1 Hak 2 U7 gt
FELREH OLK 5, OLP 5 OSF ##725 JCHA AR 1,

3.4 ME. RBEIIR

0 S 4 U o A W ST 5. A S AT
REfE OSF AR EE., #—FHn 2Nk
B A 5 YEg X OSF A8 — e W RIAEH, B
T [ B AR B AR BT B I AR B R R
fIEH . Chuang™ K& Wang"” BT 58 32 HE W4
PR 2 OSF 3@ fE ke R % .

4 OERETAEMETRITRLS
FHR

OSF Ji e ¥ K Z Rl , ARIEALHI AR A
HRF AL AR SR X OSF i 722 73 1L A9 1 5 73 o L4
AR A>T, PR 1, Al I TR R P S
(LR PR o R N

4.1 MEERBRSF

M8 AR A i R 2t R A PR B AR, R
LR I B — A 05 R (A LI A A DA O 1,
511 0 i T2 241 . 7 2 S A LA MBI o AL L 9
(e Pk G IR AN

&1 OSF ERRERBRMERI

1E& EREH X OSF %  EThIE TFHEETE RETE BEiE 4
Chiang™” 2020 hE 4 & 87 4 0.69% 4.6% 6.7
Chuang™ 2018 hE 4 & 2333 114 0.86% 4 8% 5.7

Yang™ 2017 hE 4 & 778 71 1.4% 9.1% 6.5
Mohiuddin® 2016 EEHriE 1237 472 4.8% 38.2% 8
HxEl 2016 hESRE 108 31 28.7% —
Chourasia™ 2015 E 119 5 — 4 2% —
Wang'"” 2014 o E & i 161 46 — 3.9% —
Hazarey!"" 2007 ENE 1000 33 0.669% 3.3% 5
Hsue!? 2007 hES S 439 10 0.556% 2.3% 3.6
Bzl 2005 HE# R 1166 20 — 1.7% —
Tang!! 1997 hEHME 335 4 — 1.2% —
Murti"®! 1985 ENE 66 5 0.76 % 7.6% 10
S 7829 815 10.49%

r ] R R 2 AR S R S



411 HFiHFEF (Hypoxia inducible factor—
1o JHF—1 )

HIF-1o 2—Fl o fil B WHEHABAF
REH, FEMEH A AR P RESEN, 5@
21 X Bl R PR Y 3 Y BB 11 3¢, Pereira 28 PO %
20 151l OSF Jz 5 13l fie Fie Xt HR A RE AR HEA T S e 1Ak 40 #T
&I HIF-1 o £ OSF H#3ik Fif], Chaudhary %%
LU 53+ OSCC, OSF. OSCC £ OSF % 20 fi| J% 10 {3
RN IR REAS HEAT S s AL 0, R HIF—1 o
TE OSF ff OSCC 2 iy 3% ik I 2 & T OSF 4,
Tilakaratne 25 ® i fj PCR 7%} 5 {5l OSF H3%#1
3% 1E X B 4 2R rp HIF—1 o /) mRNA FE ik & 3
AR, &30 OSF  HIF—1a ) mRNA FEikE S
T REXT IR, Joseph 45 ™ % B OSF w] $# fill I iz v
HIF—2 o f3ik, HIF-2a ] HEIEIEAS VA bR
Y1, B WRIT R EAE OSF Ji A8 Hh ke S5 4E 1
HIF—1 o B RERLAHIET OSF IS4 RS . [RIRHE
43 FAILHI 2 T 22 B 4207 RT BEXT LBl OSF J@A8 A — i
YER, (B4R B 2 M ERTZT I ANESE

4.1.2 RN EAKEF (Vascular endothelial
growth factor, VEGF)

VEGF J& Il 4 A i i) E 2 7, R 50
YER T I R, {2k 224y %4, (H-E40 M
BB, Anura 45 P %} 10 6 O R
g, 18 Bl Fo R By OSF ., 40 il A 6 F2 & F AP
() OSF ZH LR bR A AT 2 8 B e g A oA, &P
VEGF ik CD105+ I #50E bifl S 2Pk 38 il iy 384
. WL, 1EFINH VEGE 27l OSF Ji# 78 5 it
IS TERR S

4.1.3 CD—1054%&¢§

CD-105 2 —FiEiB T ED, WEHLINE
N B2 AR HEAR TS, 2 IRg M A I A A
Das® Fl Anura® f#FsE ¥ % ¥ CD—105 fE B A &
HUpEFY OSF Wik FifE,

4.1.4 E#54:% G (E—cadherin)

E-FE A2 — Mot R Ea,
TE b 5 40 A 22 TR] A Rl B 322422 v A Ay 240 1 DRDRY B
RIFAER, O HVETPAS bR 40 RS B bR,
AT R EEHSU I, AR TE
P E— F5HRG 8 (8 A S0 ARE I RT (I 12 ek 8 I A AR
i P, Das™ 1 Anura®™ B K IR E— S5 55

FEOREFSREHERE 2024558 $25%5 FIH

HI7E OSF A Rk TR, H HAEME & 57 AUk
WA R RIKE R, $R78 OSF JE 1 AE Al fE =
RRJZEE E- S ERNERA K,

4.1.5 CD-34%&¢g
CD—34 4 TR s B Ry [ RS B R,
JRASE R K, Ve AT R I T 4R 2R
TE0 (B2 M P R B B AR . Desai 45 27 % 30
5] OSF J% 10 il {85 X} BE R AR 304 T Sy dH AL 44T,
%P OSF 53t F IS EA T B EER, OSF
o b R E A CD34+ 41 i 5 %) BEAH bb &2 3 2, ixX
StL4: 0 5 HAh OSF L 7 PRk 2 HE: 1T 5 | 25 45
R ZE, YEEINh—H OSF KA MRk,
CD34+ IM4 A7 T RETZE MR B Al AR .

4.2 REHEXHSTF

FiiRg i KA KSR SR o BRI %
i 722 240 D P 2 b 30 1 HL AR A AR TR AR DAFE VG, 7R
ek IR 2 Ak A v AL ARt 2 o PR 7 A e S e R
£ % OSF #E @4 OSCC myid e, T ZEHE N
Th17/Treg i, PD—-L1, A B — Biifil 38 % i
FabRAN o> T I SR 5%

4.2.1 Thi7/Treg rbss)

PP T 4008 17(T helper cell 17, Thl7)
B—fEemg B2 17(Interleukin 17, 1IL—17)
BT AR, 76 B B S M AL 55 18 S,
HHABEEMNE L T 4008 (Regulatory T
cells, Treg) A] A Z AL il e 41 G BE 20 2 g
FIThRE, 2 RhR e ki il X B[R &, Thl7/Treg
Fb B T S B AL [ B G0 B R, X 3 4 Y e
42 i OSCC (FH:Hr 23 il )y OSCC ff: OSF) A
AT R AT IT, KB OSCC & 7f OSF &I
Th17/Treg B9 LG 76 WA B & v T, X Bk
E MR T Th17/Treg 1P i 25 it 58 ok 2
Mk As, BARE Thl7/Treg i 5 OSCC B # 4=
TR FELA 5, £ OSCC ff OSF H ¥ v, Thl7/
Treg HABERAYEH WG HE 2T Thl7/Treg H(H
R,

4.2.2 AL MATTIREAK -
Cell Death—Ligand 1, PD—L1)

PD-L12—f I B REEN, 5Rrika X,
X R B g RTSE R B, #E OSF 9 OSCC f PD—

(Programmed

F I R BR 2 AR S R e
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L1 FFKFHHE T I OSF iy OSCC, %34 PD—
L1 Rkt 5k B R AAEM R KR

4.2.3 A B—TpE —3(Human B —defensin—3 ,
hBD—3)

N B— Bz -3 BAERMERE RGN ELEA
WER Sy, A Z M AW G, TR RRE RN
WEE . RS IH Y LA R TE BUFN 5% 4% rh 2
KAEEBEEM, %% > %t 22 4] OSF. 13 f
OSF ff: OSCC. 10 {5l 1F &5 % B #E 47 % 58 4H Ak % 5
Inf 2% )¢ & f& PCR 70 #fr, & Bl OSF # OSCC 4
hBD—3 mRNA ik /K-8 & & T 1B % X A K&
OSF 4H, OSF #4H# hBD—3 mRNA Fik/KFEET
EHXTRLL, ZERYAEGIEE L, R0 D Xt
hBD—2 gy HALBF 93RS TAHMRIRY 45 2R, OSCC
ZH v hBD—2 PHH: 3 225 15 T OSF 2H S (BT HE 4,
X$278 hBD—2 Ml hBD—3 #yu] G5 OSF J@AL A 3¢,

4.2.4 X Bk % 9 B (Tryptase) F= Bt B
(Chymase) £k At eghe kK saf, (Mast Cell, MC)
Fik 2 FERE B, JEREE 1 BRI BE R A9 A K
A5 L PRI L 4E A A %, Yadav 45 BY it
20 f5i] OSF, 10 f5i OSCC Fi1 10 {3 {8 FE X} Ba 35 i Am A
AT R H LU0, KB OSCC il M
TN BE R PH RS MC $E5 OSF 204 L s 23 m,
] i) OSF 2H 2% fige 28 1 16 01 J5E 6 PH 14 1) MC B0
5 {a FExt B 2HAR L 2 /D, X Ui OSF 3 MC
KLV RE S AE X,

4.3 HpEiETE. FHMREMEXSF

4.3.1 HABEAAE (Lysyl oxidases, LOXs)

TR A B — AL I R A A e R
BYIEO SR TR I, P 40 A A R b R R K A
HEER, BEA 2T 2B LOX A {1 2L B 98 41 o
)5 F 518 22, Chaurasia 2 2 %t 127 5] OSF &
F Fe 127 B4 50 4 W4 DT X BE 20 1) 4 IR AR PEATAG:
M, % B LOX K [H &3k 38 5l N, 53 % LA,
36 AR b, fEEINATE OSF H LOX RiLZ{RA
A, {H LOX _Ei# b FiRE oAb i L, LOX
TE OSF s M w28 v s LT FJ 3 — 2P AR

4.3.2 4w A KE T (Connective tissue

growth factor, CTGF)
LU SVE KT (CTGF) 16 47 475 PE B AN

r ] R R 2 AR S R S

S5Ol R P SR T B Rk, Shah 5 P a 10
B A [F] B By OSF = OSCC £ OSF #4110 fil
Xt IR HEAT e AL 5, e BLARE B R P A AR AE
CTGF, CTGF ik OSF 22 fr Bolt e 2 Wit =i

4.3.3 448 A Dickkopf 48 %% & 1. 3 (Recombinant
Human Dickkopf—Related Protein 1. 3, dkk1, dkk3)

Dkk1 j&—Fh -, v FHKT Wit {55 A1
L%, He 2 P HFoT & B dkk 1 HY AL Ak 7K P78 4k
B O AR AR, T AE OSF A1 OSF—OSCC 4141
Hig s, OSF #1 OSCC Hrg dkk1 FHEAL K] B
i dkk1 Fik R, M EEFES Wnt/ B —catenin
T8 5% 1Y S IO A1 OSF %5, DkK3 /2 Wnt F5#1
2z —, HTVEA S 2 Fo@ e T E A W)
i#, Zhou % B %} 55 5] OSCC. 45 | OSF #1 15
15 {2k B o} FR AR AR AT o e Ak A M, & BR dkK3 7E
OSCC W33k i, H dkk3 Fik/KF7E OSF B
AR R R

4.3.4 AKFEFELERSD =4 o (Growth—
regulated oncogene alpha, GRO— ot )

GRO— o 2—R5MIMFEA i AE T,
Ye %P3t OSCC ff OSF i3 ki3 iy IE# A
BRALETAEANIY . OSF #H K BT 4EAHMT . JiAH X et
MM AT AT LY. WST—1 4134 %E
SEEG . RIS IKG AR eI B g, & B
TE OSF #H ¢ B 21 4 240 M 1 45 1 B 9 B2 GRO—«
Fik Eifl; GRO— o 235l 58 EGFR/ERK 5
Sl %, F—actin B HEA T MR P A 28 DOK 2 /iy
HE. TR ARG BE AR A K IEAh, GRO—a
PRI 1 S5 5 2 v N 101 B 280 i w722 24 L 1
AT, X FRIIK B OSF A 5K 5 2 4k 41 i 7=
A ) GRO— o {2 #EIEE K4, F7E OSCC
EEZEEH,

4.3.5 & kA KBEHF 24Kk (Epithelial growth
factor receptor, EGFR)

EGFR 2 —MiEsEHEED, SREAEKHET
HETEN R N AA REE R, (20 4 2438
5, Meka % %t 30 62 (10 Bl BE, 10 61
OSF, 10 il 1E# M EREAR) mIEAS AT e AR 2x
RIEGXT A, Fram e ER EGFR fHER
ik, T 20% B9 FRE H HEFT 40% 1) OSE 5 1] 52 7 528
Fik, 40% WA BER] 30% [ OSF kil R 5533k,



40% HY I BERT 30% 1 OSF il R ikRik., 1E&EE
BN A EGFR 7 OSF AR vt iR BB

4.3.6 P83 &G

P63 HE A L S ANIBAYIETE ., 71k, ZERFAIN
AAEIEM, HEIKZEIM I p63 KB RER R
RPH R & 4 KL, Das %5 ™% 15 4 00 R B Pk
OSF, 30 7R ER) OSF, 8 Bl 1k M R B4
AT R A AT, &I p63 FRIBTE TC 7 BRI
OSF # i, EfEfA F ARy OSF # B, Hilt
YR\ OSF HJE P BE W] BE-5 p63 Al CD105 3%
HPIEA K.

4.3.7 Ki67_ pl6

Ki67 Pr)5 e —Fh7Esf FE 4 Y h R i AZ LR,
2 H TN B A FEAR 5 ). Bazarsad 4 B
Xt 36 5 OSF (FHoe 12 il 7440, 24 B T 5841 )
6 I IEH X R FEA BRI T S e A AT, R BLFEAE:
S ARy OSF 5 76 55 B4 ¥ #9 OSF H Ki67 #1 pl6
MRBFEREZR, EEMH Ki67T+plo A
FEIR AKX AR H R A HEA T AR KBTI , - 3300 o
WaTEIRF 94.4%, (EZ bR B T A PR A 7 2
B AR AR B ) B T s R R S0

4.3.8 ILEAAE —2 (COX—2) , p53, MDM2

COX—2 HEHEZmH A KK T, BUEY. i
B R BRI VR R, 5 p53 iR IBH K,
D53 FR [ A2 45 i 41 1 3 B ) R AR LSRR T, B R
g $i i QA E B X EEWAMER, p53 KibZ
7 MDM2 £ B 5y 40 ], Patel 25 B %} 5. OSF,
e #9 OSF. 1% & 4> 1k OSCC #J OSF. J& OSF ¥
$1 ) OSCC 45 10 B EEA AT SR b b, KB
COX—2, p53. MDM2 iy« ik ¥kl OSF # & & J7
AR PERE T G AN, MDM2 k38 hn -5k r 4Lz
[0 B K R, PEILIEE AN COX—2 2#R
OSF @i EE AR EY, H MDM2 £k 7EiG)T
Bt —EEM .

4.3.9 AH 1053 b 4k k o) BB B RTK
&G E kR (phosphatase and tensin homolog
deleted on chromosome ten, PTEN)

PTEN J&—Fh E 000 Iy | B2, FERZHL

FEOREFSREHERE 2024558 $25%5 FIH

N IE e IR R 5878, Hotl 5 500Rh 1 4 14
AP X, Angadi ™ %5l ] PTEN #7144 % 30
% OSF. 30 5l OSCC F 10 {51l 1E 35 1 i Zl A g 2H 41
FrA AT S H Ak oA, & B OSF #EA i PTEN
Fakbh B Em TR, REHLF0 (KR
Pindborg F Sirsat 1966 4F#2Hi ) OSF 22V i~z
SrHAbRAE) ThRIBAZER; OSCC #H£4H PTEN %
TR R 2 T G 4H & OSF 20, #27% PTEN fi9
AR AT e OSMF Al g & A W B 41,
{H5:3 PTEN K& - FHLHA R 2t — 552,

5 ik

OSF J& —Fh OPMD, HJE4E R %)k 10.4%,
X RE BT ERK I R IR O, #H T
WIRETE , PATRRIEAR R R A, BURE R BUEZANEG
JPIREAE . BEVNS I AR AR L, e ERE S
DR 2R e A AR G A, B AR L SV EE 2410
Tk OSCC # W R R BUMHATT . X LY
PRAES W D IS BE I T AP 4evE s i R, B A T
bR RERA, W@V, M. W, R
FFS 125 [ B2 A5 AH O 25 W) 50O B I TR RAR YT
B 1RGN M AP AL O AR, IR 1 S B R
SAPERIThAE, AELREPH I b R R s A R R AL,
MR EMERE OB R PAREE, KBRERR, 5%
. ARBEASEREHEE, HHTOEEAEEH.
HERA A, BIR%., dF\EEE EMMITES,
A KRG DL . A R, K D G,
M AT Ak SEFETTARES s #7 th I EF AE AR B — 201G K,
i EEHE— 2, R BUBURCIR G A L B
IR AR I, i Ko SR A M 45 SRR,
o H TR, ORI, YRS

B ESERIEAL, WR XHE A R DI BGE R, B
BEATHMBET T

& OSF JE A8 MLl BF 2 BUAS it — B it e 2 5
W RE S OSE A2 AE IR ) LN B EE, [Rl ]
R IR 2% 0 i T OST J 22 4 57 M BH iy 7 3k
25y, T OSF 2L 2 2 il i M AL A S 7R ad A
BT IR THEE IR T A 2% ISR
Ik, Sa 2 MR REA R RS TR 259
DA R KA A 259 2 [8) ] BEAFAE A MR VE . )
B, Wi OSF Ji 78 ot Jee th b 3R I 2 S AR W1 dm ik )
MM AR, PASITS IR R R 0 T 25

F I R BR 2 AR S R e
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