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Effect of Docetaxel on the Expression of p53 and VEGF in
Hepatoma Cells SMMC-7721 Transplanted Tumors in Nude
Mice
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China)

[ Abstract] Objective To observe the effect of docetaxel on the expression of p53 and VEGF in hepatoma cells
SMMC-7721 transplanted tumor model in nude mice. Methods Twenty nude mice with transplant subcutaneous
were randomly divided into 2 groups (n=10), docetaxel group and control group. The expression of p53 and VEGF
were compared between two groups using envision immunohistochemistry. Results After 3 weeks with treatment,
p53 in control group was 87.16% , while in docetaxel group was 41.26% . Obviously, the expression of p53 in
docetaxel group was lower than that in control group (P < 0.05) . VEGF in docetaxel group was 36.79 %, which
was lower than that in control group (68.27%) , and the difference was statistically significant (P < 0.05)
Conclusion Docetaxel can inhibit the growth, invasion and metastasis of hepatoma cells SMMC-7721 by lowering
the expression of p53 and VEGF.
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Fig. 1 The positive expression of p53 in tumor cells in two groups
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Fig. 2 The positive expression of VEGF in tumor cells in two groups

AXTRRZ, B:Z TS0,

*1 p53 ERFEARL SMMC- 7721 BRETHEREN 3 118
RIEFER xxs)
Tab. 1 The expression of p53 in hepatocarcinoma
SMMC-7721 transplanted tumor (x +s)

ZVEAS I — Pl R 5 R AZ B 26 AT AR
Yy, RS E A LA EE T R TR IAR L

P no pSYEAMEE (0 gy, RIS E GRS, RS E
st o0 87.16:6.11 (AR S RAIE L IR, 78 A
FIRORA 10 4120428 (LA G IR MR, AT SECISE T, K%

TMBALLA, "P<0.05. BRI ZG A L 1 S A T S 20

ITET Y A JEFE B 5 2= 1 2 E

%2 VEGF ERFEAIOH SMNC- 7721 REE THMm b ’?Eﬂﬁfxmﬁyﬁﬂﬁmﬂ*m’mﬂm}
HRIEER (zs) FEPEPET T R,

Tab. 2 The expression of VEGF in hepatocarcinoma H BT B s BL A 7 KRBT AR Z i &

SMMC-7721 transplanted tumor (x +s) ¥+, Hepfuds. (1) F0HDE R S p33 M

A n_ VEGF RAKRIL (%) R PRI, k2 50% LA MR b 7

P 10 08.27 043 76 pS3 SEPRBGZEAE, SRR A LAY IEIR e Asm,

PR 10 3079354 WEEFT, ps3 A AFMIEE W p21 . puma

5XFREL b, *P<0.05.



46 ENRVR RPN e 5 1

%36 %

%) R FIXARSTFE GO, TR HE S, dEim
25 41 i SR S s A B R T A A 2 A R I A
Homtt ) pS3 3 BFAE RIS AR RIP A, HH
— N W EF AR p53 (wide—type53, wip53) K [
EHHA DA, DNA FoBIRNAMNS R 2 Z$i,
wip53 UG A, SRS — R T i A
N, i A AR KA . % T & 42 DNA $ith
P AR RERH L HIETE B 2 Pithie s, siE sz i
MikH2Ak, SE RSB AR AT, BHik R
EER R MY (RS ESe: T W YNIE R RS Uiy i yaek i O
(R g, e DU 3 S 9% 24k 9 vk G
. p53 FEIN S8R 5 AT ik i 1y B R p53 i
M, R R e N RN, 7 AT AR 7Y
p53 (mutation—type 53, mtp53) A H B HIAK,
A p53 M H T e K 5 BUR T N gk
R e AR R 5 pS3 & B A pS3
FEN AR =), 1 miP53 5 wipS3 AEFAA S, X4l
MOPE T A TRER, TR, EEELLT, AR
Mo gE AR R A B K L SRR R ps3 il
B, Mfil sk pS3 itk T s s bR, SR
LR, 4 mip53 K Rk m), AR ERAG G FE AL 5,
e 4 L6 BE AN 2 BRI, R e i R A R e
Ventura® (ZESZI0 7N, 45 A BLFE pS3 17N U
JEANMI i wipS3 FRIAHE L, I SRR, It
YL PN p53 B AR TR RIS AR Y () L A5 RT 2 981 i
HOFE . R OCEEN. AR BN, X RRAT AR BU
JEH LI mipS3 AURIA S, ZTHEAZEEA mipS3 #Y
FERFIR TR, WEZMEFRE, WHZTUER
FEXT pS3 TR AE T 52, 3 R AGHI 245 SR mT 5K
G520 wip53 ROZRIE M EE 11 I AR, DT o X i
9o 240 LR T A R R R, AT ] T e i AR
K. () IR A A B e B S BELT O 1 5
2 o NP B (9 3 i (1 R S e S
AT E. BRI, RELERREZ
ZFPR R s, o R i ) A AR N
HAYI2ET R %Y. VEGF J2& PDGF  (IfiL/Mi
fiEAERKET) KEPR— 1 EZER R, B
5eR A9 (12 2 1A A LA AR R IR 1L VEGE 1R 4 b
A i FEMMAE LN T, A5 HCC A
JEIMA KA . FEA G, SCR CIESEMVEGE
K mRNA 35 FEAE HCC 41, MfRigH4 VEGF
R KB I 5 AR IE H AUk, R FHME:
Lo P JrJe 20 L 2257 T g i 0 5 S e R
U, HAROK5 I s AL FE B R A G, TR
B T bR R A R R AR, AR R,

HCC th R A58 K558, VEGF A B & TR
HEHBNESE (P<0.05) . MBESEBNE %,
LR A 1 BB AR AR L5 . (1)
VEGF RefEdE M & Hr Az, sl & B, HF
AR IS P SR ANTE S, BB TR, R 4N
AT LASE S I AERE LA AL e B, T I iR
AR (2) VEGF it [ 2 Wl #5743 1 1)
O G5 A AT T A0 B A R b 2 ik
VEGFR™, it [ G4k, FHMFmamiatshng
Jihnsk, SR T AR AR MR S (3)
VEGF 15 F 98 40 il 5 58 1 =2 38 %) & A 4y B
%, AT HiZgh .

ARSI B2 K SEHG2H VEGF PHE 361k R A 22
B, XHAHBELZHELENELT,
VEGF & [ PP R IR0, 515 2 SCHRIESE /Y
VEGF 7E b m ek —k,  rh e mT a0 fbia i 45 AE
Ko, metFEE, ARTMNERAERKMERE.
SEHGA TSN ] VEGE FHIE kR B 2%
%, DL ZPEEET VEGE A %0, i T
W VEGF 11215, VEGF %35 Ff, VEGF {21
WA LR T A3 U, R A I A e L
ML=, WK T g i 75 3% S kv fi L A= K Az
BEL, RIEEHTA: A ksl St ) o 2% B (R 28 0
LA AL T LT

ZE LR, Mg IR R 2R R
ARyt A, ARSCEE FEAMGE T P53, VEGF N
ML, A5 SR 2 0 S A4S AT R IO T8 A AR
SMMC- 7721 #f 5 & T4 N ) PS3. VEGF H)
BRI, DT A A T 98 200 B 1 308 T 1 40 i 1
IS I e 1 O 9 111 = A o S 1 B B
Jirgeg A K R RS IR . e8] LU 2 T SR A2 I
X} p53. VEGF g, (HJE g —20 0y HARALEI
WA

(%% 30k]

[1] SPERLING J,SCHAFER T,ZIEMANN C, et al. Hepatic a—
rterialinfusion of bevacizumab in combination with
oxaliplatin reduces tumor growth in a rat model of
eolorectalliver metastases [J]. Clin Exp Metastasis,
2012,29(2):91 - 99.

[2] SONG M J,PARK C H, KIMJ D, et al.Drug—eluting bead
loaded with doxorubicin versus conven—Tional Lipiodol
based transarterial chemoembolization in the treatment of

hepatocellular carcinoma: a case—control study of Asian

patients [J]. Gastroenterol Hepatol ,2011,23 (6):521 -



5514 ff

wH, . VR R AN MR BRI RS AR FR X P53 . VEGF fERIIIAFS 47

(3]

(4]

(5]

(6]

(7]

(8]

9]

(56 42 D)

(6]

(7]

(8]

(9]

527.
BURREL M, REIG M,FORNER A et al. Survival of pat—
ients with hepatocellular carcinoma treated by transarterial
(TACE)
BeadsImplications for clinical practice and trial design
[J]. Hepatol,2012,56(6) :1 330 —1335.

LIU J J,YANGC L,JIANG ] H, et al.Mechanism of SGC -
7901. optosis induced by

chemoembolization using  Drug  Eluting

Houttuynia eordata thtinb
subterraneous stem extraction[J ]. Chin Pharmacol Bull,
2014,30(2):257 - 261.

KEEGAN P E,LUNEC J,NEAL D E. p53 And p53 -
regulated genes in bladder cancer [J]. BrJUrol,1998,82
(5):710 - 720.

MULLER P A,VOUSDENKH. P53mutationsincancer[] ].
Nat Cell Biol,2013,5(1):2.

SR, R T 5 PR PS3RIP2IW AFI/CiPYSil i A 3¢
L] AR B W EERRAE Sl R 200, 2000,20(6) -
440 - 442.

VENTURA A,KIRSCH D G,MCLAUGHLIN M E,et al.
Restoration ofp53 function leads to tumour regres— sion in
vivo[J]. Nature,2007,445(7128):661 — 665.

DEY A,VERMA CS,LANE D P. Updates on P53:modu—

[10]

[11]

[12]

[13]

[14]

lation of P53 degradation as atherapeutic approach[J]. Br
J Cancer,2008,98(1):4 - 8.
ALITALO K,TAMMELA T,PETROVA T V. Lymp han gi
ogenesis in development and human disease[J]. Nature,
2005,438(7 070):946 - 953.
CHEN Z Y,WEI W,GUO Z X. Using multiple cytokines to
predict hepatocellular carcinoma recurrence in two patient
cohorts[ J]. Br]J Cancer,2014,110(3):733 — 740.
PR AT, A VEGEACLS B il B 2 N 4
LR RIR RIRIRE Y], WK SR e,
2014,30(1):75 - 78.
BACHELDER ,ROBIN E/RE, WENDT,et al. Vascular e—
ndothelial growth factor promotes breast carcinoma invasion
in an autocrine manner by regulating the chemokine
receptor CXCR4 [J]. Cancer Research,2002,62(24):7
203 -7 206.
KIM B K,KIM B R, LEE H J, Tumor—suppressive effect of
a telomerase—derived peptide By inhibiting hypoxia -
HIF-1  a-VEGF [yl
Biomaterials,2014,35(9):2 924 — 2 933.

(2014 - 11 - 17 Weki)

induced signaling  axis

18482 - 18 488.

COHEN S, CIECHANOVER A,KRAVTSOVA-IVANTSIV
Y,et al. ABIN-1 negatively regulates NF-kappaB by in—
hibiting processing of the pl105 precursor [J]. Biochem
Biophys Res Commun,2009,389(2):205 - 210.
VALLABHAPURAPU S,KARINM. Regulation and func—
tion of NF—kappaB transcription factors in the immune sys—
tem[J]. Annu Rev Immunol, 2009,27(3):693 - 733.
OSHIMA S, TURER E E,CALLAHAN J A, et al. ABIN-1
is a ubiquitin sensor that restricts cell death and sustains
embryonic development [J]. Nature,2009,457 (22):
906 — 909.

GUREVICH I,ZHANG C,FRANCIS N,et al. TNIP1, a

retinoic acid receptor corepressor and A20-binding in—

[10]

[11]

hibitor of NF-«k B, distributes to both nuclear and cyto—
plasmic locations[ J ]. Histochem Cytochem,2011 ,59(12):
1101 -1112.
GUREVICH 1,ZHANG C,FRANCIS N, et al. Human TN-
F o —induced protein 3—interacting protein 1 (TNIP1) pro-
moter activation is regulated by retinoic acid receptors [Jl.
Gene,2013,515(1):42 — 48.
ENCARNACAO P C,RAMIREZ V P,ZHANG C,et al. Sp
sites contribute to basal and inducible expression of the hu-
man TNIP1 (TNF « —inducible protein 3—interacting pro—
tein 1) promoter [J]. Biochem J,2013,452 (3):519 -
529.

(2014 - 09 - 08 ek )



