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Abstract

The major pathological type of laryngeal cancers is squamous cell carcinoma. The occurrence and development of

Laryngeal carcinoma is one of the most common malignant neoplasms of the head and neck.

laryngeal cancer is more than one gene involved, multi-stage and multi-level complex process. Recent studies show
that laryngeal carcinoma is related with EGFR, COX-2, Survivin, VEGF, STAT3, p16, p53 and Cyclin D1. Through
in-depth study of these genes, gene therapy provides new ways for laryngeal cancer clinical treatment and preven-
tion, and has an extremely important significance to overcome the human larynx.

Key words laryngeal carcinoma; gene treatment; prevention
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WAL 2, DRI SORE 6 A A5 48 R RN TR A O 2
N(EGFR. COX-2. Survivin, VEGF. STAT3. pl6.
P33+ Cyclin DIYHEATIE— 41, FEXE H A wkJi A ¢
FEPIIT T A — 253k

1 EGFREMH

2R [ K IR F 52 {4 (epidermal growth factor re-
ceptor, EGFR) A J5 g 5 K (¥ 238 77 4, 7 — FiA )
Gy ¥ TR A 17 0001 5 B 8 1, (E40 MafiT A=, i
AR IR AN B AL R A T S A R
ER . A H g 42 0 1 i EGFRES 2 IR o IR 10 I )5
Uh— RN 5 G S N, S5 ZB0E FHRZ ER
PEREA0 MG IHIE NS, T2 5 I i AR R
. KEWI BN, EGFRIEFLINE . SLBUE. 45
o B ELIER A B b B B AR Ak, B R
L RIBAHEFEVIFLR,

H T, EGFRHEEPRIAE Mg vh AR T (0 0T 9040 52 2]
TTHZIMRE . KREMFFURIN, EGFRE AR
i m RIAP . BRI E R S g5 AL AR E
BRGNS N IR g S w R IR NN L 2 S
ik, g5 WoR, EGFRIEDRY 14 %] W 11 i 75 i
HORBEAE P,

DA - #F 7R 3K W, EGFRi 335 5 Wi 1) &
RIEFRZREY], AH T R HREGFRIE R IE L
i H BT IR A . 2RISR H 22 S PCRE AT
K I, 1E29%1EGFR mRNATT 22 2 [ 5 g8 21 23 FF
AP 1I3BIAEAE Y 1Y, Ui B EGFRHL N /EDNA K -
R RSO S RIA RN 2 —, IREGFRAE
IR bR S H A G o WA IR RIE ST
Jeflt T H BHRIR, AT L4 A RT-PCRAN Z 7 PCR S %
KA G b A 2H 2L P mRNA K TA 15 LA 18 7K,
CAIG AR A Wi TR ) 201 FR b

Bz A A IRl 1 B2 AR Ml o () B ek ] 5 [
15 5 A% S S T AL, (kIR A P e . 1R 2R
MR BN AR, IR S IibTe 4 R 1, e A
WIBYT B SRR AR [ A1 558 A 9T, Lionello
PR, EGFR-mTORA 5 38 -5 Wk i i 8 19 4=
FSAT o ABATTR Y S i 20 A0 1) 7 325 B, EGFRAH
mTORMF Ak 5 IEAH I, T, b e ok 4 R 1 %
THE) 5> T8 ) 25 T R, AT MR VST EAN T — A
AF AR Bk, A EGFRAN I FImTORF
FIEE BB ) VAT Wi, ] R R MBS R YT (R8T 7 1Al o

Eal

AR, H AR — BT RS PUMR 254, EFGRI%
Z IR BB 1 7 (tyrosine kinase inhibitors)iiif 24 1 [1]
7= A A A DU R PR O )

B 7 7 B ROR I, DU R ) RIEBUA,
TR RNATHLHOAR R 5 N HEGFRI IS AL DRl va
I AW, A e (1) V67 R T T 4k

2 COX-2:[H

I O B o A A DU IR E AL AT 2 IR 3R
B ) D P g . COX-22 BR 4R 45 T 1 — Fh W
. COX-25E RIBE R Ay bl g I TR, RIS AN 36
i, M2 B 7 AR R R ) A
RIS K. COX-2Fr 2 5 20E N4, ik 5 i
0 R e AT D) 6 R, COX2 0 ML 32 2
S T 3 (i 30 f R 0 5 B RO R A0 R T, A
A8 A R, 800 R 4 A= 28 R e i S B
6

TER T WP A5, A 090 K FIRT-PCRE,
ARK I, COX-2 mRNATE Sk 200 R 40 i 9o b Sl 2
FIL®, Chof5 P HIChen55 "R H S s AL IR 5 i K
PR, W R R COX-2 0 1t R 1k 2 W) Wl v 19 5% 1E
WAL RIR R . LR ESE A A4S AR
A ghie, kBRI, COX-2 Ik 5 Mk
e 2> W14 5. 34k, Cheng5U 2 WF 57 1, COX-2
[ 2% 3k 12 5 T 4 %3 & (microvessel density, MVD)
) 253 52 0E AH 5%, 3278 COX-27F M I 1ML 5 T B v Al
EEEAMEH . L U5 COX-23E R K T /g, Wk
AN REDIRI RO IR LA, 4% T COX-2F: R %
R U IR e Al R AT A, 43 i) SR HIRT-PCR &
Western blot 7> #7444l il COX-2 mRNA K B [ &1k
KOV RAIMTTEC (5256 . Boydenf? 78/ & VL AR
RS IRE SIE 560 43 T RS W00 2t G 0t G AR S M BB A
AMZZE I RIR N R M. AT T T g R, R
SRR AAN I COX-23 15 ] LI 4 W5 g 440 . fr) 3%

PL_EFIBIE ST B 6 W], COX-2.55 Wi ) 2 A Ok e

RF S R COX-24 1l 371 88 1k Wk i v 97 1) £ 227
). HATA R, COX-240 il 37 A2 1l i B 4 38 2 1
(cyclinAFlcyclinB 1)1 Ji] 1) 25 4 48 1k 8 - 1 (cyclin
dependent kinase-1, CDK-1)[PJ2ik, [RIR 30 T 40 Mg
JE IR A p21 wafl Flp27 kipl (K26 ik, i g 41
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W BH ARG, B 6 COX-2 J AN HI I 5T 1)
RN, FAWHIFH T s B s o2 mas 7 e ik
JE o FEKE Aii (celecoxib, T i 44 VP ARG )WE K —Fh
Fe I FEME R COX- 24 71, AT W0 A B H0S S
T R AN M R AT R Y,

[ IS, ¥ ke A1 Y FH T e 440 i 2R R E A
BB o WIEFR BN, FEAKE AT RE % 40 i W e 41 g
FiHep-2/E K, FIHCOX-23i5, BH 41 MIGo/G, 11
A, BRAR MR8 2 B 1) S B e ) B 75 2 4 e Tl e
AT I A FEK AT Y T W g 1R I PR VR 7 S 1 T
—E B AR, 1 H e SRS AR SRR 2
(non-steroidal antiinflammatory drugs, NSAIDs)AH Lt,
RIE A /N e BRI, e m) R R A Mg B 1) Y63 7 TR
7 18), Ay R WAE 1R 7 a5 22 1K U ik

3 SurvivinE &

& T 414 2% 1 (inhibitor of apoptosis, IAP)Z %
FRGAE R A R R R A AR . Sur-
vivin U] & 3T 4 K K BLAITAP S R (08T B B2, A
T B TR R T A A 4 R, AR 2 R L)
Tk PR Y I . R EMFSTUE R, T AMEI A
SurvivintF I8 21 2L b GEGF I 1E 41 MR T, Al
JR A S A, TS BUM R 1 R A R R, FEXE i
Je KB IR T = A T

TE GRS 2R 2 RGP IT ST, Survivin
FEMEIE AL A 2k i 8 v T 52 412, 5 GuosE!™)
RIS R — 3. AT Es B BoR, AP0t
FEBRAL, Survivind PR 2305 (0 B R 2 80 5y A bk £ 45
R 1) Survivin Bt PR 32 IA 1R FHAE 2 & 1 J0 bk EL &5
HRHE,

T4k, LiISERR ] s 4 AL 5K B, Survivin
ELSCCH A T im#in, B 51 AR 7 A EL 45
WEMF. [FIN, FFHRT-PCRANE [ 5 f 5 ENIC H2
RWFFCRI, TEBESA T, (R S B T HIF-1a )
Survivin{ELSCCHH g h 238 5 i, HHIF-1aff) &
W2 FESurvivinik 590 Rk, REFE S
HIF-1 o2& SurvivinE K EEER A K1 BreA, vl B
% L8NG SurvivinE RIE Ry Wi K e F % 102 % 4
bre

[l 71 2 T Survivin ks RE W5 705 J7 T 15T
Ok 2, 41 Vaught 25 F] FELIS AV AS Wl 1 i
W Surviving IA K P g5 IR, 135 H Survivin

FAK TK V- 55 8 UK A 95 3 SV AT 0K, W O Wk g 1T
15 Survivin e 1k 7K T U MR . LigEPER M
TUNELE &z I i 20 230 i T2 45 4, 25 RN,
7 Survivin e 2528 5 1) Mg 4 2, 40 MR T sk i
A Mg BE G I o

RNAT # £ R(RNA interference, RNAi)H £
e 5 VRS S R RN APk, 2 H iR n) 5 P H B AR DR
(R e 8, o BERVG T BN FAR I T H . §E1n]
Survivindg P [FIRN AT 57 A A WS 1) 2 KR 9T
BA— M e ARSI 1 H s 4, K Survivin
HE AT [P siRNAF N M Ji Hep-2 41 Hi, #F 50 45 S 3N,
Survivin-siRNA % W 2 F0 40 s 58, JFheis 4l
MR, Bt ] Survivin[fsiRNAF AR EH S o
AR FH 3 e (R AR VR 97 o o

4 VEGFEHA

I B2 40 A K DR - (vascular endothelial
growth factor, VEGF) & H 8 CAIE H 5 1 —Fh e
M AR DR F o e 2 IR 1A R el R 1) 1 1
PERIT, Rt IRt A8 PN R 40 i oy AN S5 5, 5 50T
AL MG T R, B0 A T T, (BRI L P Bz i i A
Koo K BUMIRIANMIA B L IR 32318 14D 1 0 4 L A
K 4 i 35 43 v w5 /K V- IVEGF . B i 2 W 9T iE
S, VEGFAEFUIRE . B M. B i i & s
TR i R TA

5T W E 9T, LinZSCOF ot Kk B0, B Bios
MR RRAR IR 23 JT 0 el AR I TR £ 4 4
I H B, VEGFIY RIS /K LIS m i #. A
WIF 5038 K H 9% 41 234k 22 SABCYZ: K I & I VEGF
JANL S % B (MVD) I R IA T i, 45 WK, VEGF
KMMVDIELE Mg 4 rh = ik, HVEGFRIAK 5
S 22 P MVDIF) R A 2 W] I ARG, Wang %5128
I ELISA7EAS H i HH VEGF 1) 5 5t BE S e i
R R Igs . B R & SUZ IR+
KA LW VEGFZEMRNA K- (45 7, M i i 2b
VEGFH TR G i, A 280800 7 W IrRg I 1) A=
Ji, T 3804 R A AR ) H P B ERREROR,
VEGF & Wi & AR R0 J it A rp B bRad 40 1

VEGF-C# H 7 &I VEGF 5 i o — Fi b 5
PR B AR R, BFFUR B, R DA R ik B A I
PEPERE A, 0RO, ki N AR 1
PR L4 P SR, H AT N Ak 5% T VEGF-C
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I ZAAVEGFR-37E Mg R IB B R Do A7
BT 5 3 ) 300 2 s 3R 5 W e I 5 A ) e
HZHNE % H 8V h VEGF, VEGF-CHE R () %35 1
L, RIL VEGF. VEGF-CYAMd 21 rh s IR,
WangZ5P2 4 FIRT-PCR A s 44k B R R IR, VEGF-
CHIVEGFR-37E Mk &5 e 4l rh M Rk i TS 4,
PR ILAE M R Th A — s EH .

IS FH IR 2 A 98 A 0N WA i A
B PR XU T B v B BUAAR, K ORI BEHL AR AN AL AT 4l
R s 4 R T8 1602 T B R 7, 1 LTV EGF 3 5 [
sk nT L EEANHIVEGF AR H, 6 %502 s bt
M A BT o PRI, DABT IR 1078 A B A B R 1)
e Ve TT BAT T R N S

5 STAT3E A

5 T T i 560 A6 TR (signal transducers
and activators of transcriptions, STATs) &4l Jfu it P H
A5 55 5 REE 3 R 7 W E T3 DNASS & 8
‘B S R A R IR A A S AR, KRR T
SR SR PEMEN . STAT3JE T STAT S B i1
() — 0o FRHEUT LA IRIEIE R I, STAT3AE 2 MM
Y2855 40 i R b S O, DR e A DA A e — ol
LRI,

STAT3(5 5 3t B 7 IR (1) A A R Jg v 2
fEH . Rk, ¢ F-STAT3E ks i 7 F 22 21 T Ak
ZEE MR BRI AERR H 9% 40 AL FIRT-PCR
Ky STAT3 2 4 M2 HimRNATE Wi 240 270 ) 22 34 15
o WFIUES R oK, STAT37E K 2 i 4L 23 &
Fak, WASTAT3 ) Kk v] B 5 W I k2B R
BYVRR . HAMTWIIT KN, STAT3HIP-STAT3HI1E
Mg A 23 SRk o B2, W 40 e AL T IR A AZ A,
I 5 PR 43 IR 2 45 e A8 A e,

KT STAT3HFICyclin D17E Mg 4 IA8 G & 1B
FUH, Liang S50 ] G2 2040 10 7 15, #3 i 1)
STAT3 n] e i (¢ 3B FE K Cyelin D1%E 600 k4% H:
TEHEREASE I 4518 . T LA, STAT3HICyclin D1
FIR KA AT DA BRLSCCH AL R B . AHBL 4518
WA Wang 5P BT T R4S o T 4h, XD X ik
Jii N STAT3 5 VEGFAH H. 96 2 W HF 58 v ) B, STAT3
TEVEGFEE N 5 8)) 1 IX 3T 25 6 A7 5, $7 B2 300
STAT3 w815 3 VEGFFRIA, M3 BUM IR 7 A8 15
o PRI, STAT3 5 VEGF A Wi v (1) v 22 14 1]

REPE /N IX P& S MR (1) A2 e T % DIAH
Ko

AR, DL B R B IBTSTAT3 /5 5 44 5 1l
% 65 I R A IR BF 98 28 T 14 22 . Zhang %5900 H
JAK-2 5 1115 U R 5 B 410 151 1 AG 4904 il 1245 5 i
o G5 R LTR, 7R 4 i AG490 1] N I STAT3,
P-STAT3AISurvivin [ 28 7K1, I ifiy 0551 40 Jit 444 5,
BT KT STAT3H 72 169 240 1o J5 399 ¥ ML)
IF 5L, FIHSTAT3 s SCSEA% AT IR B BT STAT3 5 5
{1 S, 548 T Cyclin DI, Cyclin E Fep2 13RI 1) 2%
ik, T GUSHII AL, fe 23 B0 A0 L S
BEFHE, DA Ok, RN BIFSTSTAT3 A o 10 % 15 40 Jifd J#)
IR VE AL, A o] 88wk B & 897 i
FIROLER RIS IG 3ERE . 540, RNATIL B 2 3%
(1) BELWT T Bt 2 —, 1f B e FH T STAT 33 % % 1
41 i 5w AN W &L, DR BERNA T30 BH W STAT 33 % ]
YR PR 224 sk IR YT i

6 pl6E[H

p16FEPR SRR 22 3 g F k) R R, AT R I
(58— AN LA P 140 B R . 0t 4 2 284 g 40
Jei FE PR, 38 3 0 I CDKAFICDK6 M 11 5% 1 Ax
2 W SE DR 0 e 5, B M A0 e 4 . 1%k DR g
T (Ip 1625 11 A2 41 JE W g — P S I R 7 4
p16FE R R B SR A I, ples IR IAH 2R, W)
Al 5 RS A M ik 5 T T B0 AR

KT IR, pl 6FE DR ) 2R 35 26 A ST g
W ATAE . ST Mg, 2R AR S s 4 23Uk
227 VAT I 50450 W 41 2R Fhp 16 R IA T Il . &5 3
7R, pL6AR 7 M T 28 200 e (1) BF 1k 2 2 2 ) SAIG
FIEH WERE AL, I H B IR R 23 30700 310F g Je 4l
222 AR BE I PRAIR, pl63R R IKHE— 20 P, $2
IRp 168 [ IR B 1] i S 30T W65 40 A 1 B4 B 3%
PEREE, A2 B, FulSHS )RR S 38 ZHAK 1R
LT WedE hp 16 IR KL A Cyclin D11 =R IA
LB HB IR WIURI, B B4R,
pl643E Fiffl, 1fiCyclin D1EIA F i, X LLRF 5 % W],
pLOER [ 3 IA KR AL Mg e W I I %, pl62E 1R
SE PRI 1) 0 R AE MRS K R A R R Pl T AR

Wap 1645 hg FE RVA 7 #0557, E K ok 0w Mk 9 1)
BT . HTpI63EN KT, pl6rk (KR ot
IR A WS (R B B RN 23 oAk v kS S EEVE T, DRk
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bR 24 B 168 125 B AT LA ol W gt 41 J0 P — 210 484
o pL6JA BT I AL SO p 162K I EE LT,
GG 2 T REAL 250 5- 2% SO 1 Ak B e 4
Br, A 31 X CpG & I SEAL RIE KRG IRp 1635 ]
BARIEP 168 AW, 3 AT A 45 41 p 1 655 DA 1) 5 il Bt
563 204 Jl 2 e G AW A PR, T AT RO B p 165
DI RIES, EIRWFFTES RN, pl6n] 1D hi Ak
DA LN 2 — o fEIIR L, pl63E N VIR
Ut mT LA A Wi 12 T B T DA 1) B 2R

7 pS3ERA

PpI3FEAE 5 NS IRE 0 AR dae A 8 U R e 2
PR —, 75K 2 R Mg v 38 m] ARSI 3 p 5 305 2Kk 5 58
A% . pS3M Ty ae L AN 40 M G GE L 15T A0 O
T pS3FEINRAS M) 538 A, & — i
FACIEN 1o AER TSRS IR IR T, p5332 £
]z R, BRI e Rt H AT s ) A L
FEDIRIT AR 22—

TEXIPS3MI R EBEF T, LuoGEHW R H 4o 4144,
SPYE AT I Hp53 4T 1178 Mg 4 23 b il Rk, $Rn 1%
BRI e R A 10 L R BORS 2RI . 59 AT IEAT
R T 2R A I s N — B A4 5 22 A PE(polymerase
chain reaction-single strain conformation polymor-
phism, PCR-SSCP)# 4457 A 4 &5 DNA B £l 7, £
IR IAE Mg B i 2L 2R, p5 3L IR 2555228 5 4h
T EAEEE A, L AR, pS3HEB S 1
g o R MR B B L S e RS S A O

15K T pS3MIVEGFAE Wi g 1) 2 ik J2 AR 5¢
PERIBETE T, R U A C R e e AL T A I T
4011 g S E T ARUIER AR ApS53 . VEGF &I L«
gE YUK, pS3HIRIA HVEGFRIA % YA ¢, JLIH
(R IR TR TR T e 355 TSI 9 R R T A 2
pS3F] N HVEGE. Ml 1 T B, 1842 Mp53
A _EIRVEGF R4 5K — 5>,

FI A A A0 b e i 53 g, =2 A pS3 1o
25 1l ih(rAd/p53)¥6 97 MR B BIE 9T B IR N tAd/
P53 — B AT G P ) KR A TR AR R R, n]
DA RO p 5 SFE DR B N IR 4L N B9 IR ZRpS 3
e DR A Wi 5 DRy 7 T ) m] RERE, 1R AMIIE S
UL A o 5 O BAR, B 1B B AR p S 33
D] N I 40 i R Hep-24b, AT BIFFE (] IR A Ji
I8 G % A DG LRI B7-1550 . 76 ) FH p5 3 18 42 40 ol i 4

JIEL 189 P () I, 33 3 B 7- 116 1 ) S B4 s M LAR 1 B
(BT IR S SN, 11 S UK 4% B o 1 40
XABHRIR T NS R 7 s 1 S s rh, 2 N —
FEAE AT AR ML B0 T7 30K, BA BG4 A
A,

FH LG TT DL, p 5 355 DR Mgt (14) 35 BRI VR T 7 b N IR
I FH 22 R RS DRIVR 9T SRms, Jd o) R R SN2 Fh
SR DR, 22N B 4 0 g 1R R AR RUR e, de 2%
EENEIT HIV

8 Cyclin DI¥H

A0 2 4 39 2 1D 1(Cyclin D) 24 41 1 F 39 1)
TE ) TR DR 2R, 2 1 4 ) O R A, X 4 i 3 o
FIGY/SIAM R L A EE ., 2 WF9TIEH, 2480%
P Tt g 08 2 40 B A SRR, DRLG O A Cyelin DI
PRl b5 IR A f L0 R IR o B A

T Mg (R AT 9T, Zhang 55 1 4 1% 2H 4k G
8+ R (immunohistochemical staining, IHS)#/f 57 Cy-
clin DIFEPI{E W H 2 I R IE TS Ol 45 R BIR,
Cyclin D1#E FI 7 Mg AL 2R i Rk, 15 Mg 43 3
Ak, #7nCyclin D1R] A A Mg 10 1 A Phwid

IR ERA A S TN R AL A OF S P s as
TR g b o DG TS Hh Cyclin DT [ ()it
k55 v ot IS PR 1 OC 2R, Yu gV i) SR FH g s
S HNA G0 G35 LA 1 7 32K R 0 st o B9 P
MCyclin DIfE A FRIEE. 455 #R, Cyclin D11
1 (1) ok R 3K 2 T v R Wl (1Y) B ML Chrysover-
gisSEPAR) FH s AL AL U B R R B %
A WA BT RIS T Cyclin DIFIEFGREE 14614
K5 v R AR A T 3L RIS R R, 4R EIR, &
W M A KT8 JEDNAZS 1 K P43 #t, Cyelin D1,
EFGR A1 $r i 1) 2 15 #8 S LSCC IR AT K

G0 e J) 3O A 8 AT A R 4 AL S A R o g
TR A A . pS3 A AN i JE U R 2 O 1 1R
PEP#E R, Cyclin D12 IEPE IR B, #82G/SIH
ey RS S BRI, FEIEDRR YT S, mT
IG5 0 ) 2 SR AL, DA 7 T A 490 i Wk i 4 L 1) ik
5 HETE, 18 B L VR TT R

gr bR, g R g AR AL A A e R Je gk i A 2
ZRFERILRIZ S MBS R . B O Tk
9 1K) % TR G0 N DRI 7K P, 30 ek g A sl T A 5%
LN e FLFRIE P2y 0 J7 R 97 Wi 28 1 R Wi A
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Piey T R BTSRRI (107 22 S D Y
FARME TP & 23— P05, IR G 7 id
ANBEME D i — BT T B B AR ZG YT iR
gify, MR RENS B R WA YT IR . MfEREA
WFFERIGREERON, LA A SR DR b SR 11 i A
ST WS IR IR ARA . IRAT AR RIEZ —
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