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Expression and significance of VEGF, COX-2 and ID-1 in tissues
of patients with cutaneous squamous cell carcinoma or
basal cell carcinoma

Lin Huang', Jiang-yan Chen’
(1. Department of Dermatology, 2. Department of Oncology, Jiangjin District Central Hospital,
Chongqing 402260, China)

Abstract: Objective To study the expression levels and early diagnosis/treatment significances of
vascular endothelial growth factor (VEGF), cyclooxygenase-2, Cyclooxygenase 2 (COX-2) and Inhibitor of DNA
differentiation-1 (ID-1) in patients with squamous cell carcinoma of the skin (SCC) or basal cell carcinoma (BCC).
Methods The study subjects were patients with skin malignant tumors who were admitted to our hospital from March
2016 to March 2019, including 38 patients in each group (the SCC group and the BCC group). Thirty patients with
no malignant tumors at the same time were selected as the control group. The positive expression rate of each index
was detected by immunohistochemistry, the mRNA expression of each index was detected by RT-PCR, the protein
level of each index was detected by Western blotting method, and the correlation was analyzed. Results Statistically
significant differences were found in VEGF positive expression rate, mRNA and protein expression among the three
groups (P < 0.05); the comparison between each two groups showed that the VEGF indexes of SCC group and
BCC group were higher than those of the control group (P < 0.05); the VEGF indexes of SCC group were higher
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than those of BCC group (P < 0.05). The expressions of VEGF, COX-2 and ID-1 were positively correlated (P <
0.05). Conclusion The production and progress of SCC and BCC are importantly related to the high expression of

VEGF, COX-2 and ID-1, and the expressions of the three indicators have positive pairwise correlations. Combined

detection of VEGF, COX-2 and ID-1 has important early diagnosis and treatment significance for SCC and BCC.
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fighe LR 240 it 955 ( squamous cell carcinoma, SCC ) M X
JIEAN S (basal cell carcinoma, BCC ) & B7 Je M A4: iy
TR ULIERY, AR AR AR IEAE TR, TSR
FEEAL Y, SCCL BCC M A0 401 JC W i R IR
1 IR S OB AR AL T e, A IR A
BORIT B L. RIE, SCC 5 BCC MIRYT JT ik AF1E 2
5, H SRS RIS W R e, RO, S-SR 0 15
WA R TS WOIE K AT E IR,
MHTH UG T, Rk SCC. BCC IR MU B3 1Y 2
BA A AT, BRAEDTFERD, AN AR R T
( vascular endothelial growth factor, VEGF ). HEALREE -2
( Cyclooxygenase—2, COX-2 WA 7 —1( Inhibitor
of DNA differentiation—1, ID-1 )58 0] EXH A Il B AFAEN
BN, BF SCC. BCC TR BA R o ABFF
Kl VEGF, COX-2 J ID-1 7ERZJik SCC. BCC i3k
ik, DIGE I PR SORIS R, s an T .

1 ARSI

Il A 3 434

YE I 2016 4F 3 A —2019 4 3 H # PR ILHE X
FhLC B2 BEWSCTA 1) B R A I eg 585 76 5], SCC 2 A1
BCC 40y 38 i, Horp, Tk 62 i, <otk 34 1] 5 4Rl
30 ~ 73 %, P (63.64+£630) %, WAbRHE . D%
PEE 2R A 12 5 QI RGBT HLRET 8L 5
@5 BAPATIELNVAE I8 A R R o HEBRPRE
OO 2T & HAGE WA IRTT 5 @% Bk
BRI A S SABLA ST 5 OFFFE O Iili%sE™
A E R R . SR X 4 2R B 30 91 6%
P P v [ 400 R R A ATE BB B A0 IR 2 . SCC 41 )% BCC
LU RO LAG Sk f2 L TR . DURCAE, XA
HILHZURTE T K RS A AT A . 3 2R A M)
PR . SFRARIS LA 22 TS T4 L (P >0.05),
HAW M, Wk 1. AFRAEGEACHE &
E{iR]i =

1.2 FHik

12,1 EAAAE RPN VEGF, COX-2, ID-1
UM A 9 [ Abcam AP0 A B F], B R 652 vl

1.1

F1 WABRERTEZTRIILE
41571 n B 141 A/ (%, Xxs)
Sce 4 38 23/15 63.93 +6.32
BCC 41 38 24/14 63.54 % 6.29
Xof HEZH 30 18/12 63.74 +6.02
PRAEI: 0.024 1.028
P{E 0.857 0.853

(PBS). HMRLE LY (HRP), 1 b SEm R 4l
(SDS) - RINMEBEEER (PAGE) 1 A bt BHE A
YR ARAT, RT-PCR Y. Invitrogen BEIR g %
Sl 35 EFEER K RBHCABR A A .

122 R EALZAFEN VEGE, COX-2 & ID-1
ag Ak ok A Y XF R IRA BB TR . P ik
Ryl e b1, —Hiik F R4t A VEGF, COX-2,
ID-1 4ifk, R PBS #ikg, PBSYEMXTHR., Bk
FhiRL DA, R HRP Mk, Jefa)qiifiit
o2 I UEE T 40 PN A I LR A USRS VEGE
COX-2 2 ID-1 BHM:FRk .

1.2.3 RT-PCR # M VEGF.COX—-2 % ID—1 mRNA
g gas T XK ZURIUE RNA, 17 RT-PCR £
W, BAREEE . 96 CHIZEPE 5 min, 92°C7ZEME 2 min,
55°CiB Kk 30 s, 75CHEM 3 min 5 B 25 PMEHFKE
PCR =¥, WIEATHIKE, A Invitrogen BEE
BB R G LKA Sl B TP R BEE Bl g, JF 5
PrifES&A (B —actin) #FATHLER, DI IGLIEAE S mRNA
IR PN ATAE

1.2.4  Western blotting % #& M| VEGF, COX-2 &
ID-1 &G £ik3 """ PBS S ik Bz ik
A, AR 500 wl, K 15 000 r/min &L
3min, MBI A SDS-PAGE J44 %, &4 )5
TEAR IR IR B i A VEGF, COX-2 K ID-1 f—3i, #&
IRISTE AT, B 5 2E4 TR dnb 62, LRSI 25 1
Fiko DL B -actin WFRMEE T, WE VEGF, COX-2
K ID-1 28 H R el e SRR A e, L
REARAF ST IR 25
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3 4 VEGF. COX-2 & ID-1 fi4 BH 1 3 1k WL &
1 ~ 3, 341 VEGF. COX-2 K& ID-1 (KA LEL,
Z BB (P <0.05) 5 #—LRM L, SCC
05 BCC AR TXFIE4L (P <0.05) 5 SCC 45T BCC

Scc 4

.]E

SCC 21

BCC 4H
3 48 VEGF #y5kix

BCC #H
& 2 3%H COX-2 HjFKix

Xof B 4H
(SPx200)

X BEZH
(SPx200)

SCC 4

4H (P<0.05), W2,
2.2 34 VEGF, COX-2 % ID-1 mRNA RZEA
TR

3 44 VEGF, COX-2 }% ID-1 mRNA & & H £ ik
e, ZRAGIH R (P <0.05); #E—2HP
e, SCC 45 BCC 4 TR (P <0.05) ; SCC
T BCC A (P<0.05), W3, 4 FIE 4, 5,

BCC 2H
& 3 34 ID-1 KA

X N2

(SPx200)

2.3 SCC # % BCC /A VEGF, COX-2 X ID-1
FRIEHIE LM

X} SCC 41 J BCC 4 H VEGF, COX-2 K& ID-1
M FARFATAI OGS, 45REW] . VEGF 5 COX-2
HEIEME (r=0353, P=0.027), VEGF 5 ID-1 £ iF
5% (r=0.395, P=0.015), COX-2 5 ID-1 BEIFAHM%
(r=0.437, P =0.007 ).
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%2 341 VEGF. COX-2 ¥ |ID-1 PRFRIEHI LL B %3 3% VEGF., COX-2 % ID-1 mRNA FixHyLLig

Bl (%) (x£s)

45 n VEGF COX-2 ID-1 415 n  VEGFmRNA COX-2mRNA  ID-1 mRNA
SCCH 38 27 (71.05) ™ 20 (52.63) %% 11 (28.95) *? SCC 40 38 093:0.13"  071+0.10"  092+0.12"*
BCCZl 38 20(5263)% 14(3684)" 7(1842)" BCC 4 38 054+0.10" 0.62+0.12% 063+0.11"
MR 30 5(1667) 4 (13.33) 2 (667) A4l 30 023£008  040+009  0.18+008
X fE 14.450 8.690 8.648 A 241.033 8.690 8.648
P 0.000 0.009 0.009 P 0.000 0,009 0.009

e Q5% B4 B, P<0.017; @5 BCC4 %, P<
0.017,

. OS5XHRA LR, P<0.05; @5 BCC ALHK, P<0.05,

#&4 34HVEGF, COX-2 K ID-1 EERIEWILE (x+£s)
sl . B -actin VEGF COX-2 ID-1
(FRHE(E) Yt Hefi Yt Hofi Yt Hff
sce 4 38 926+249  647+024"  0.78+0.05"% 339:028" 047+0.06"" 559+023""  0.68+0.09""
BCC 4 38 9.33£2.27 496+022"  0.62+008"  248+027"  038+0.04"  411x021" 0.55+0.10"
xR 30 9.25+2.34 3.57+0.10 0.41 +0.06 1.34£0.25 0.24 +0.05 2.25+0.19 0.34 +0.09
F 14 0.012 462.577 82.393 275.372 139.424 552.684 31.068
P{H 0.978 0.000 0.000 0.000 0.000 0.000 0.000
E: OS5, P<0.05; @5 BCC UL, P<0.05, 3 HENEAKT, HENEAKTSHERN B -actin KFH A,
SCC#4 BCCH  XJHdZH 3 itig
B — RSt SCC 5 BCC & B WA A L 10 34 6 A o
VEGE _ 650 476bp 36y SLETHURISEZ, SERMBOEMK, HFMICAE S
T, HPIRISITER O T B R Tt AR T
COX-2 _ 326bp 247bp 154bp  MEHHIT RFUSEKE . I, SCC 5 BCC MHIHE
W RIXE , 75 25T T R R S OB 9, LA
B -actin ] ©2° ' 023t 90h0  SAFIFILA | BRI

4 3% VEGF, COX-2 & ID-1 mRNA §jF&i£

SCC4  BCC4  wtHE4
D=1 _ 563kD 4.12kD 2.23kD
VEGF _ 6.51kD 4.92kD 3.56 kD
COX-2 _ 345kD 2.42kD 1.30kD
B —actin _ 9.28kD 9.37kD 9.29kD

B 5 3% VEGF, COX-2 & ID-1 EHMIFIE

i g I e A ot R A B EL R 0 R 2R A ol
BHE . VEGF BB IMAEIER, nIfEtm i
(s AR R A HGEERE F7, RE KT VEGF 7K
A LA T e T g AR " RRAE R ST R,
FENE . T A8 s S 2 PG R R, VEGE ¥4
e, HIHA S Mg R 28 A RO R
COX=2 TERAE RN I & A5 K h R ESAEH, 55
Gb, IS5 A E IR, A
A B ERIFBRAE T4 5 Ik COX=2 AL F £
Ffrfifrgeg ", 1D R FUEE - 36 - iRjE (HLH) feaUfE
TR, w5 HUH 8 F (bHLH) 456
TR 2R B A s " BRAE SRR 4 2= oT R
ID-1 W 38 35 1A P 22 {5 5 1% 0 6 X8 A B ) K A=
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W), RABA R T-BAFIT SCC. BCC R
KEefizWr, T RIS W B S R s
AW 5% 45 S $E R VEGF, COX=2 J% ID-1 iy %
IRAFAE PRI, . TEPAE 2 Wb ] 2% B AG I VEGF |
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