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(FBE] BH HiTESF4528% (LK) . B-% %K% Y9 (Bcatenin) fo 2 & W & £ Kk B F (VEGE) £ 3F /)
M (NSCLO AR PHIAA KR TF AL RBREFMEMG AL Z, Hik BALBEALAST SP Enl T
108 #] NSCLC % # % 28 22 (NSCLC 40) \J5% 5 4 4R (3E & A 75 2 cm,yﬁ;%‘éﬂ)ﬁvi”’%éﬂm(ﬁé%ﬂ‘? J& 5 cm, &
FB48) P ILK, B-catenin & VEGF #§ &k R-F, 5 aF L R K R-F 5 B Fag A 58 8RR RBEEA
SWARE B ZA BTSN R TNM 5 45 0L 47547, B B 2f B-catenin, ILK ﬁn VEGF Z g
HITMEESN, FR BN E R E T Bcatenin MM F K £ 215 T 404, M ILK = VEGF & fa b & &
&5 F M, NSCLC A % B-catenin, ILK #= VEGF #4 Ma & ik 5 % 4 68.52% (74/108) ,75. 93% (82/
108) 4= 85. 19% (92/108) , Hﬂﬂmﬂlﬁri‘4ﬂ7’rwid‘ﬂgéﬂ(P<O 05), ILK,B-catenin #= VEGF #)fa i 2k 5
NSCLC #9 52 B G2 b BB 44 KL £ F TNM M B4 X (P<<0.05);5 & F F# B3 BAKX
DR EM K E(P>0.05), f£ NSCLC 28 ¥ ,B-catenin #9 fA b £ & fo ILK #4fa M R X 290 8 E A48 £ (P<<
0.05),ILK #yit # k5 A= VEGF ¢4 fa bk R k& 290 B E48 % (P <0.05), % ILK.B-catenin ## VEGF £
NSCLC ¥ &4k AL Hha, S HZERE KO ERBRELBERBERALEETLHEN.
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[Abstract] Objective To investigate the expression levels of intergrin-linked kinase (ILK),B-catenin
and vascular endothelial growth factor (VEGEF) in the tissue of non-small cell lung cancer (NSCLC) and their
relation with clinicopathological features. Methods The immunohistochemical(IHC) SP method was applied
to detect the expression levels of 1LLK,f-catenin and VEGF in cancer tissues(NSLC group) , paracancerous tis-
sues (2 cm from tumor, paracancerous group) and normal pulmonary tissue( 5 cm from tumor,control group)
of 108 cases of NSCLC. The relationships between the expression levels of ILLK,B-catenin and VEGF with the
sex,age,tumor size, pathological type,differentiation degree,lymph node metastasis,distant organs metastasis
and clinical TNM stage were analyzed. Meanwhile the correlation of ILK,B-catenin and VEGF was also ana-
lyzed. Results The THC results showed that the positive expression of B-catenin was mainly in the nucleus,
while the positive expression of ILK and VEGF was mainly located in the cytoplasm. The positive expression
rates of B-catenin, ILK and VEGF in the NSCLC group were 68. 52% (74/108),75.93% (82/108) and
85.19% (82/108) respectively,which were significantly higher than those in the paracancerous group and con-
trol group (P<C0. 05). The positive expressions of B-catenin, ILK and VEGF had significant correlation with
the differentiation degree,distant organ metastasis, lymph node metastasis and TNM stage of NSCLC (P <<
0. 05),but had no correlation with the age, sex, tumor size and pathological type (P>>0.05). In the NSCLC

group,the positive expression of B-catenin had significantly positive correlation with the ILLK positive expres-
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sion (P >>0.05) ,and the overexpression of ILLK also had significantly positive correlation with the VEGF posi-

tive expression(P >>0. 05). Conclusion

B-catenin, ILK and VEGF in NSCLC are highly expressed.,interacted

with each other and play the important role in the invasion depth,lymph node metastasis and distant organ

metastasis of NSCLC.
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H A e 2 B oA D A R 2 — R e
RN EHC AL PN AR = TR S o e i
JRERAIZRE, K Z HGERE T JE /N 40 BE Jili % (non-small
cell lung cancer, NSCLC), B R 2 M KK, 278
FVE B BL G 7% 08 1 AR A, X 2 5 BN 9 TS 22
A R R AR BT RN, B A R M,
5 i g O M B e — N2 R 2RIk
B AR, o Y T 2R LR 2 A R —
WSS GBS AT — RN R R W
A T P A AR L A 2 O O R Y R R R R R
PRI, B4 T i NSCLC 12 28 FI 5L #% 14 A 56 3 14 (1)
F5 R E NSCLC T8 1M & & 1 HL I A 5 281
ST AT IR T SR B AR B e LA

H A % 1 B (intergrin-linked kinase, ILK)
o — T B R ST I 22 SR/ U5 R B AH X oy
AL 59 X10°, fEA—FEAERMERKEFZEN
Y0 A 5 A RO 4 L TLK BB G P8 1 FUF LR A i &
ik, NF-«B il B 9 5 4 8 & (B 9 (MMP-9)
ZEU0 2 5 b TR A 0 R S AR R R R I A
B R R O R R R h R B
HEEMAE ., A5 L B, 3% ¥ 1 (B-catenin) J&
H T (A L AE N Wnt/B-catenin {5 538 #
() B JH 5 4 F , B-catenin 323k H (9 5 % 5K 40 M A%
20 5 S 37 % 5 0 B TS I Uit I 3 R O B R 4 )
R ML R FT P 38 2 b9 LR L i A PN R 2k
K F (vascular endothelial growth factor, VEGF)
HFHEFh & HGEE S Bcatenin/Tef-4 E A K
ZEE L5 AN A Wt/ B-catenin 3 19 T JiF #U
875 R 75 T A N 1 A D S I S 12 (A e =
NSCLC #1 B-catenin LK 1 VEGF fy ik, H-45 & I
PRI AR A R AR 56 S NSCLC & 4B VR B 7
T RS L AR R R
1 BERE5RH%E
1.1 — &%

VEBEARBER AL 2011 45 1 H = 2019 4F 3 A firgk
389 NSCLC #3#% FARVIERFRA 108 43 (NSCLC 41) »
] i i B 108 M s AU (B I A2 2 em B 55 4D
F1 108 1 IEH Il 4 2L CRE B 4140 5 em DL b, X R
), 108 il NSCLC #5555 74 B, % 34 ] ; 4F %
30~78 %, V-4 (53. 44+ 11. 78) & ; Hh i 9 75 .
9 33 . AR HTY AR LAY T B2 W IR T
L HEEARMIG IR RERST 4, A fRAE R A 10%
P18 R P A 2R T MRIR 0 [ E  A E f HE

carcinoma,non-small-cell lung;-catenin;integrin-linked kinases;vascular endothelial growth factor

1.2 7%
1.2.1 AR pRERILFLEE

AR EW AL Z P ESFEMERE
FRS AL PR bi N £ TSR anti-B-catenin, anti-
ILK il anti-VEGF K& DAB & i 7] & 340 1 b 52 i
WHREVHEARAGRAE, R SP %, BMAZ RN
T oK A R A LTS Y A WA 5 pm JR
WY R . WA YR 2 — W 28 B 2 i 0l L 35 B
WEER £ 22 0 (PBS) PR % 3 WK - R #7168 3 2% o
WHEAT o B S BT % 20 2 = IR 5 IR PBS PRk,
2 300 H, O, 78401 B it A AL Y B 30 min; SR 5 ik
Fl &b A W 60 min; FB T 5 INR R A H# BE BT A&
W4 CUKFER R BIRGH N B W, =l T CE 30
min, PBS w65 B UG I C 3, BCE 30 min; F§ DAB
WAEAT A fE BB P LR B AR EE
PR O T W IR WKE B S R R R
g2, HE M HMEA 0] R VB X B, DL PBS B4 —
PUAE R BT AR
1.2.2 #RAx

FH A A 9 - 248 AR5 40 6L A v s A 6 R 1Y
YA A BHME . BEALEE 5 A = A% I8 BF SE 47T 0 2%, 1352 1K
B AL EF P BT A 20 B A G e O . PH P AR ) B
BT 5% 04, >5%~25% 3 143, >25% ~50%
25, >50%~75% 1 3 40, >75% 1t 4 g MR R
EER A 1 et 2 o, 8. a3 .
YA PR A R S Y s i F B AR .0 40
FAPE (=) 1~4 43 5 BHME () . 5~8 43 b o B PH %
(++).9~12 4 ok fHPE(++ 4
1.3 %itsam

Bl R SPSS22. 0 4o i+ 844 47 43 M7 3T 0%
BHLR R oR, B R X K 56, 45 48 br 8]
Spearman FBkAH /00T, L P<<0. 05 WA G E XL,
2 &% R
2.1 341 ILK.B-catenin, VEGF % ik K b3z

e 2 AL 2R 45 B R L ILK F VEGFE B9#R  (4
UKL 3 A AE T8 20 M 40 AR JST PN 5 170 B-catenin (9 BH
Tk BB FAMRAZ S, DI AEAMM N . NSCLC
4 B-catenin, ILK 1 VEGF % FH 1 26 1k 5 51 K
68.52%(74/108),75. 93% (82/108) F1 85.19% (92/
108) . HH I =5 T8 55 4l Akt R4 (P <C0. 05) 53 A48 br
T 98 55 4 AN BB AL AR A 4] 20 b il 36 1R K S L g, 2 5
TG E X (P >0.05), W&k 1, 3 Fds b/
NSCLC HA b i KIRE AL, WHE 1.
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2.2 ILK,B-catenin, VEGF fa i & ik 5 NSCLC s
VT B S IR

£ NSCLC 4 ', B-catenin, ILK fl VEGF &Y FH

4151 ILK B-catenin VEGF

Xf B0 25(23.15)° 19(17.59° 32(29.63)°
s Ul 28(25.93)" 22(20.37)" 35(32.41)"
NSCLC 4 82(75.93) 74(68.52) 92(85.19)

PR IR E NSCLC A4 fLRE BE Lk Ab 25 B 56 72 Mk 12 45
R TNM 2338 A0 56 (P <<0. 05) 3 5 B E4EIE .

“:P<0.05,5 NSCLC 4l lL# .

Lot "N "o

P IR AR RN R BRI TEOC (P >0, 05), L3R 2,

VEGF

o e -

R 2

B 1 ILK . B-catenin, VEGF & NSCLC A4 ff 1 & 3& ( X 100)

£ 2  ILK.B-catenin,VEGF HIPAMERES NSCLC R FEEESHM X R (%)]

ILK B-catenin VEGF
Iﬁia n
BRI x* P P P x* P FH 44 x* P
£ E D) 1. 64 0.32 0.77 0.61 0.01 1.00
<60 35 24(68.57) 22(62. 86) 30(85.71)
=60 73 58(79.45) 52(71.23) 62(84.93)
P 0.15  0.93 0.09  0.95 0.00  1.00
i 74 57(77.03) 50(67.57) 63(85.14)
k'S 34 25(73.53) 24(70.59) 29(85.29)
Jif 9 B A% (em) 0.76 0. 60 0.27 0. 84 1.53 0.29
=5 66 52(78.79) 44(66.67) 54(81.82)
<5 42 30(71.43) 30(71.43) 38(90. 48)
i P2 AR 0. 00 1.00 0.08 0.96 0.43 0.79
il 58 75 57(76.00) 52(69. 33) 65(86.67)
i3] 33 25(75.76) 22(66.67) 27(82. 82)
AR B 18.32  0.00 7.89 0.02 16.49  0.00
k31 74 65(87. 84) 57(77.03) 70(94.59)
g 4k 34 17(50. 00) 18(52.94) 22(64.71)
MR 14.04  0.00 6.78 0. 04 6.15 0.03
J 38 20(52. 63) 23(60.53) 28(73.68)
H 70 62(88.57) 53(75.71) 64(91.43)
wERE 6.66 0.03 8.38 0.02 7.57 0.03
G 47 30(63. 83) 25(53.19) 35(74.47)
H 61 52(85.25) 49(80. 33) 57(93. 44)
I PR 53391 7.39 0.03 13.92  0.00 14.65  0.00
I~1 42 26(61. 90) 20(47. 62) 25(59.52)
I~V 66 56(84. 85) 54(81.82) 57(86. 36)
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2.3 1LK.B-catenin #= VEGF Fa M4 & ik 448 % 1t

TE 108 iy NSCLC A4 4rh, ILK il B-catenin % M
FLfa] 3k BH M 68 iy, ¥ BA MRk 20 435 ILK Al
VEGF & [ 3L [7] Fe ik B M 74 6y, BIFA M3k 8 6y 8-
catenin 1 VEGF # 3[R HM: R 38 69 1, I [F] B 4%
FIk 11 fy. 3 Fhds br P P Z ] 3% 5K 2 W] 1 0F A0 ¢
(P<0.05), W3 3~5,

®3 LK EEHPEMERIEF B-catenin BIHE XM

ILK (n)

-catenin _ x? r P
Bt BAPE

A 20 14 32.78 0.48 0. 00

FH 6 68

x4 ILK ZEAMWEMRIEM VEGF BItE X1

ILK ()

VEGF _— x* r P
B P FH 4

[ 1 8 8 6.91 0.25 0. 04

FH 4 18 74

x5 B-catenin & B KIPH MR IZF VEGF RIHE X%

B-catenin(n)

VEGF - b r P
[ 1 A P4

B 11 23 12.09 0.32 0. 00

FH 5 69

3 i it

ILK & —Fp 22 1R / 75 2 R 1) B 1 s, 32 %2 4%
T s, Kl EREHES S T 2008 ME
() % AR R TR IR T B B RIUING IR i S 45 2k R L Bl Ok
— T B AR R Y, BF SR AR B R UESEH ] siRNA-
ILK 3% ILK (/N3 7 30 i 700 o7 4 2 ek Jeg 40 i i 98 1=
T b e U= R AL IR L TLK AT B 2R T
AR B — AR RS . R AR B R
ILK 7E NSCLC 41 1) B 2% 35 22 0] fib 1= 988 55 41 ikt
HEZH s TLK A 23K 7K1 B & s 2o 4k B2 32 %) e A1 i 6
MG HOILK WP RE SR E B SR
A TNM 43 R IEAH K, kS5 R ILK )i &
FEIR AT REWIE T NSCLC Hp 5228 g +H ¢ 1) R 7 2 AR
@RS 5 T NSCLC MKk & R 3 R
bR, ILK 78 B b i £ AL 32 224 6 O I .
(DILK 5% ZE\ A4 A W R4 B8 £ 2584
TEH T 0 RS % B BT, T R Sl B PR %5 R B
A OHBSRERESG. R BEE G5 8K,
I AMPK™"™ [ PI3SK/ Akt , 2 5 g 40 Jfd 4 A= 1 A
2 Lo

Ve TLK 5 53l T i A 2l i =z — 1,
Wnt/B-catenin i B EAERF R IG A0 & B 40 B A= KL
oy A A A E B L L SR O A Oy O
R KR BBV LR, 0 B-catenin J2& 1% 18 #%
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TR EENEY YR, FEAAETARE D, 4
Wnt 3 B 55 30 B, 40 M 5T ) B-catenin K& R 4E,
SR VG I B AN AL DY P e SR T Tef/Lef 300E T
T S PS I i s U 1 5 R VAL A R (B
I 20 A% N B-catenin fY R AEMIA N 2 I & A2 K
B — R bRk . ARBFIT 4SS Bon 7698 55 4 SUR IE # it
H R AN BE R N AFEAEE B-catenin WY FHME i85 /b
KT AR [ s A NSCLC #H4 1, B-catenin F BH
SRAEIA T AN AL N, 3Rk R 5 o (LR B L bk 1 &5 5%
B A ERBM TNM WA %, E—2 0 Z3,5
catenin 5 ILK B FHEFR AR B IFEAE,

A SR PR A A K B R T R AR A . Bk
LA AN Ay P98 1 A A R IE T 00 B 1Y 8 3R ) I R R
A AR W 5 IR 2 PRB AR A A RE O o
L AT R T b o 40 e A = T R R L R A O A
A kR R AR AZ B Z2 A0 i I F B S L A0 i TR AR
53 % K AN A0 R A R L 7R K SR R ) LA T AR
F) 240 DR S 538 B P L AE A B-catenin NI B
EE MR ILFE K VEGF #5  h Ca /e W 2
NI 5 A b R A K IR T R RS 9 D) A O B 35
B, VEGFE 263580, D3 7% 0 o g 12 78 fiE 11
5o 5 ML A A B A P B S R Y R B U 5 T
Tit VEGF B4 il S HAE FH s BH r VEGF 5 Z K1
&t 5 D) ] o S S8 Bk %) ot A8 A i, DA T 9 S ek gRE 1
A K RN B, a7 M I IR 3R 7 R 1 b R 4R R Y
FEBE ) ARRFSE R . VEGE % #55T NSCLC 1y
20 M SR PN L 7E 0 55 4 X IR 4 10 6k B I T NSCLC
H(P<<0.05) , KRR B G BRE R DR &
BB MG IR TNM 20 814 X (P<<0.05), XLE45R
WRTE NSCLC H. VEGF 25 71 i 41 23 19 1 45 4
I N s o i A [ 1 O O KN N 2
% F ML 3E 56 75

ARWFFT S5 L £ L NSCLC #1,1LK 5 B-cate-
nin, VEGF 2 [8] {) % ik 77 76 W1 @ (9 A 6. Bl &
ILK ik TF 5 . B-catenin Fl VEGF 8 % 351 7h 5
FEAE IEAH G 1Ml B & B-catenin 3R 3K F /. VEGF Al
ILK A58, WAF R IEAH G, XS5 LRI, ILK
VE by 22 E507 A 56 PR ok 3 % 1 B B 1 RS S LR
S FE NSCLC v — ELRIE , R UM 2 5405 5 1 1%
WA BTG L A Wnt/B-catenin {5 518}, %08
— B a8l AR T B-catenin 75 4 A% N 19 R4, A
T 0E T s 3L ) VEGFE (9 3£ 35, e &R #F NSCLC
A K RIS,

Zi ik, 78 NSCLC & 4 R IR B MEE T
3 #E o TLK  B-catenin 1 VEGF A1 5. P [A] , A0 5%
Mo, /) & #5 5 B AE . It ILK  B-catenin Fl
VEGF 9 B¢ A K6 0 E 5 — 46 0 58 68 ok o b H0 B
NSCLC % A B %48 5 NSCLC (IR Y7 FIEAL 1
Je o AT PSR
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