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COMMD?7 & [ i ¢ P3BK/AKT {5 518 IS {E i HepG2 AR IZEEBH
o FHLEI R

e, B B, L W8 ELPEMR,FT BF (B SEERFEHNERIIESMEL, TP 400037)

[# ZE] BH HEFEMCERE COMMDT ¢t HepG2 4 MG B 4+ Lkl ik BitEhxr COMMD7 [ i F¢
5 siRNA (small interference RNA) %5 4t A JSHTR AN kR HepG2, VE T 41 (Si-HepG2 ) ; F 1% # PTEN 1|57 AL B4 (Si + BpV-
HepG2) ;75 FI X B2 (HepG2 ) 5 25 M0 B 4L (N-HepG2) o qRT-PCR Al % 44 J5 4% 2 COMMD7 \PTEN JE [l mRNA ) 335781k ;
Western blot i1 %20 COMMD7 PTEN ,p-AKT FI AKT £5 |1 (1) 335251 ; MSP 46 PTEN 6 R H AL 7K T CKKS 325 A 0 240 ffd 14 5
REJT ;s Transwell SZU0 KGN AN MOTERE YL R 7680 M ZRRE I . 855 siRNA-COMMD7 %4t HepG2 4ifiidf5 , qRT-PCR A il 25 1
BN, 525 X B2 K 2s AR BRAH AR LA T4 2H COMMDYT LRI (1) 335 B REAIK 89. 9% 1%, PTEN JE[RI 1 Fih & Ty 2. 841 4%, 25 5%
PG (P <0.05) ; Western blot #7125 5 il 7R : siRNA T4 41 COMMDT 3= 3k W] W FAIK, PTEN 2357555 T il p-AKT ik
SR AW s PTEN S0 40 BEAL PTEN 23552 21 B 2 4], B il p-AKT A5 W] BIE5R s MSP A ISR Bos , T4 525 B oxd
HRZH K23 Ak BRZH AR LA, PTEN Jic A WY W 4 25 FR AL, R W i) COMMDY? 353501 55 PTEN 2 H1JEL . CKK8 SZEH 45 R R,
T A A2 10 BR 2 R 25 A8 %ok B2 D PTEN J00 6 7] b B2 1 70k ) S BRI, 22 S I A 402 112 78 3L (P < 0. 05 ) 5 Tramswell 552
I SLIn A R R, TR SIS (17,4 £2.7) BZS 30X FEZH (36.2 £3.2) ZS FIXT R (41.6 £4.5) J¢ PTEN i il 1) ik 3 40
(47.6 £ 1.8) I RyE/D , 22 A G #E L (P <0.05) , £5i¢  siRNA T4 T J% COMMD7 JL [ (2% , AT 755 HepG2 4 41l
SEIH PTEN fy2 B BEAL 19 hin PTEN 25 (A9 Z3K 0 PI3K/AKT {5558 8% , LAREAK HepG2 2R HE 5 TR S 1R R RE )

[ X823A] AT40 s s COMMDT ; PISK/ AKT 5 538 #% ; PTEN ; 25 H Sk 4k
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COMMD7 gene promotes HepG2 proliferation and migration by activiating the PI3K/Akt signal pathway
GU Xun-xin,ZHENG Lu,YOU Nan,TAN Ye,DENG Chang-Lin, LI Jing( Department of Hepatobiliary Surgery, Xinqiao Hospital ,
Third Military Medical University ,Chongqing 400037 , China)

Abstract: Objective To investigate the mechanism of COMMD7, a hepatocellular carcinoma gene, promoting human hepatocellular
carcinoma cell line (HePG2 cells) proliferation and migration. Methods The specific siRNA (small interference RNA) was designed for
COMMD7 gene,siRNA transfected HepG2 cells was set as Si-HePG2 group, and the PTEN inhibitor treating group (Si + BpV-HePG2) , the
control group (HePG2) ,the empty vector group ( HePG2 was infected empty vector, N-HePG2 group) were also set up. qRT-PCR was per-
formed to evaluate the mRNA expression changes of COMMD7 and PTEN,and Western blot was performed to test the expression changes of
COMMD7,PTEN, p-AKT,and AKT. MSP method was performed to detect methylation level ; CCK8 was performed to test cell proliferation a-
bility ; Transwell was performed to detect the invasion of cells. Results The results of qRT-PCR showed that the expression of COMMD7 gene
in Si-HePG2 group was lower (0. 101 times) than the control group and the N-HePG2 group,and the expression of PTEN gene was higher
(2.841 times) than the control group and the N-HePG2 group,and all the results above were of statistically singificant difference (P <0.05).
The results of Western blot showed that in Si-HePG2 group, the expression of COMMD?7 reduced obviously, the expression of PTEN increased
and the expression of p-AKT was significantly inhibited. In Si + Bpv-HePG2 group, the expression of PTEN was significantly inhibited and the
expression of p-AKT was increased. The result of MSP showed that compared with the control group and the N-HePG2 group, Si-HePG2 group
was more obviously demethylated, which indecated that the expression of COMMD7 gene could induce PTEN demethylation. The results of
CCK8 showed that the proliferation in Si-HePG2 group was decreased compared with the control group,N-HePG2 group and Si + BpV-HePG2
group,and the difference was singificant (P <0.05). The results of Transwell showed that the numbers of cell permeating septum in Si-
HePG2 group,N-HePG2 group, control group and PTEN group were (17.4 £2.7),(36.2 +3.2) ,(41.6 £4.5)and (47.6 +1.8) respec-
tively, which were obviously decreased with a significant difference (P <0.05). Conclusion SiRNA interference decreased the expression
of COMMD?7. It can induced the demethylation of PTEN gene in HePG2 and increase the expression of PTEN gene to inhibit PI3K/AKT sig-

naling pathway ,thus decreasing the proliferation, migration and invasion ability of HePG2 cells.
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COMMD7 ( COMM domain containing 7 ) 2AF} 25 Hij
WA b i 28 0 s AH DG BE R, 5 A7 T 20 S 4L ik
20q11.22, & COMMD JEPH 5 a7t =z — B k0
Hemtt i 5 MAPK J NF-kB {5538 i 1) 555 16 1k
A RT-PCR E 2% 4 P81 16 PR £ 40 b (1 2 3
W e TR S, HRah & 5 MR BRI K/ A G
PRI R 2 3 IE A WL WL 3-Y4 1 ( phos-
phatidylinositol 3-kinase, PI3K) Z &) 72 /0 4i T 24
20, BERA Ser/Thr G P , o FA B A5 W UL s 5 e
T ,A] 5 AKT, M FR4E 35 B ( protein kinase B,
PKB) 4 i, PI3K/AKT {5538 % , 7563 7 JH- 20 i i 1) 2
e g v Jh FE A T 240 B O T A Y A R T
WEEAEM, IS S5 HEMEREMEE, /EX
MAPK J NF-xB {55558 # 19 F {5 55w ™, F A
HepG2 41t COMMDT [1155 ik /& 45 241 ] PI3K/AKT
{55 P& I S 15 AL, ARSI N 2 o

1 #R57F%

1.1 fmhe kXA

NIFERANHIRE Hep G2 (v} Be b4 % ) |, siR-
NA-COMMD7 H2H 185k 8 th b i 75 Bl 25 BoR A PR 2
7] ( ShangHai GenePharma Co, Ltd) | %5, MEM %% 3%
He G A 1L (GIBCO £ [H ), 0. 25% ik 45 1 Bl v WK
(HyClone 23 #]) , — I HEEAK ( DMSO, Sigma 24 ) o 5]
Yy B4 TAEYHRIR S A RA VG W5 &
PCR 12{5f] & (TaKaRa A ) . Jik DNA $ BOA ) &
(Qiagen 23 ] ) , HYHEARAE i 46 I 2 70 & (ZYMO 2 +]
KH) o A% 52 BOEGH & (Pierce 22w £ H ),
BCA 5 11 ¥ & DU & 12050 &, PTEN 25 (3 40 1 5] bpV
(phen) ,$it COMMD7 , PTEN | AKT ., p-AKT $i {4 Kz 35 #i
AL AR IC W ST BT B £ Abcam 24
Ao
1.2 a3 In B% Jm A 4k

N9 40 L HepG2 4l il 5% & T MEM 35 5 B
(GIBCO, NaHCO, 1.5 ¢/L, Sodium Pyruvate 0. 11 g/L
90% ; 3 1ML i , 10% ) , T 37 C 5% CO, KA FE
JERYEE IR B IR B YRR 1 d IO BUE KT
M 1 x 10°/mL $Z 70 F 24 FLAR L, 530 4 41 : HepG2
H(EEXIEAL) , Si-HepG2 241 (1441 ) , N-HepG2 4
(25 3RAARXT BE4 ) ,Si + BpV- HepG2 2H ( PTEN 41 551 b
HHEH ) Y8538 T3 10 pg/pl Polybrene JCIfiLiF S it
AFRI EME K2k W H ULE A AR OB, 23k

1 80% 2 M A A Fil A5 FE B P IR e Yt . MEM Bs 55 1R
BRFRIRT AR IRAL P AR E T 37 C 5% CO,
FABFRLE (R FRAR 5 5%, 12 h J5 W 5 A W EE
BiFR W, n A EME #% 35 3L (10% IfiL{% ) , Si + BpV-
HepG2 41 fl & 5pMol/L Bpv(pen) J5 32555,
AkZ SR 48 h 5 T B YO WML T M EaIO0
BB O AG TR 0%
1.3 RT-PCR 4 1% J% & 4 4 /& HepG2 % j2 COM-
MD7 .PTEN % B mRNA % ik
FEULIE 48 h WA T LR S e Ul 1) 45 AL At L, 15 )
Trizol 142 LG RNA, IS Bl abf e i i) 6 10 I 43 %
RNA %% 5% ¢<DNA, COMMD7 .PTEN 3LPH & B-actin
5191775k Fl Primer Premier 5. 0 #4311 (51497751
W 1), d B T A M. PCR BEJVIRZR N 20 pl,
FEZA4:95 °C 10 min, 1 MEHR, 94°C 30 5,53 C
30 5,72 °C 30 s, COMMD?7 3£[H 32 43R, PTEN 3% [
40 M E IR, B-actin JE[H 23 NG IR, B Jg 72 °C ZEAif
3 min, A3 MEAL,
%1 COMMD7/PTEN 3|#1F %

A kgl

COMMD? IRZIE] ;5:- GACATCTGGGAGCAGCGAAT-3’ st
FWEBIH:5 - TCTGACTCGCTCCATCTCGT-3”

B ;5 - TGCAGAAAGACTTGAAGGCGTA-3’
T#EI#:5 - GCTGTGGTGGGTTATGGTCTT-3"
WEB149 5 -CTCCATCCTGGCCTCGCTGT-3”
FUWEBI9:5 - GCTGTCACCTTCACCGTTCC-3"

P (bp)

PTEN

B-actin

1.4 Western blot #1295 & T #.)5 & & & ik
WS B S UL S 1 4 A4S 1 x 107 4,
TAC i 5 A Tt A Tk 410 7k 0] 1 2R A 22 i &R Tris 1 Mol/L
5 mL; EDTA 0.5 Mol/L 0.2 mL; NaCl 5 Mol/L 3mlL;
NP40 10% 10 mL;NaVO3 200 mMol/L 1 mL; NaF 500
mMol/L 1 mL; Na deoxycholate 2. 5% 10 mL; Complete
7x 14 mL; #B2I7K 52 75 %5 100 mL, 415 240 i ) 42 B4t
Jf S 1, Bradford 25300 % 8 KB, 223k /K IR S min
VR SRR B, S BERCEE H UK S (SDS-
PAGE) ;% PVD i b, ZiREMA 1 h J5, 3 5 A
COMMD7 (1:1 500) .PTEN(1:5 000) .AKT(1: 1 000) .
p-AKT (1:500) —#7 4 CHEF S0 MR T ALY B
PRICHYLLEPT R T 1: 2 500 ke, EiRBEE 1 h 5,
VeI ECL AL~ &G0 2 0, 1% % 2 52, J] Molecu-
lar Imager ChemiDocTM XRS J3#fr R & 7086 3514
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1.5 9445 PCR(MS-PCR) #n| PTEN % F ¥
F AL KT

Fie i DNA S 620 TR UL, 23 5 H2 HL HepG2
2 .Si-HepG2 41 N- HepG2 4H g & [ 41 DNA, %341t
2 pg FEF 4] DNA , fif B R A M AT e ik, fE 20t
2 POMBARPE ] N 2 )5, R B AL B g e CpG kA
JIh 2 S g 2 A Ay R e U PR A 1 s DU AS
A EiRFAL, S A AR 2 B 58 BB A I £R & DNA 4difk
HRAE PTEN L& R i 717 5 i 228, o ] Primer Premier
5.0t H 2 fE MO FIEE H 3k U RS 5190 (51
Yy o W3 2). Bl PCR K& % £ 4k DNA
1.5 pl, EFWEI4 1.5 wl, Tap i Mix 12.5 pl, 7K
8 pl, PCR 2% Z%(:94 C 5 min,90 °C 30 s,60 C
30 5,72 °C 1 min,35 MEH,72 CHEAMH S min, J7 M55
FGHCS b S =4 Il 16x EAEZE M F1 0.5l 4
BT 2% Bl sE I h UK IS A THR R
®2 BENERMSIMES

JEIH J75

P IHKE (bp)

PTEN-M F¥#: 57 -GTTTGGGGATTTTTTTTTCGC-3’ 178
TWE: 5’ -AACCCTTCCTACGCCGCG-3
PTEN-U [ : 57 -ATTAGTTTGGGGATTTTTTTTTTGT-3"

186
T#: 5’ -CCCAACCCTTCCTACACCACA-3”’

1.6 CCK8 b & i Abm) 4m e 38 75

TBOGH RO AT A L, 05 A o) B 8 % 4 i 8% o
1 x10*/mL, 7 F 5 B 96 fLAR b, 5 FL 90 wl, 340 %
5 AL, Si+BpV-HepG2 4H{#i fi &4 5 wMol/L Bpy
(pen) IR IR, BERR 24 h U 1 Helh R4, R AL
JA 10wl CCK8 a5 5 a5 TR IR &, gk b5 5% 3 h,
IBCHH I 7 LAE 450 nm AR IR RE [ D(450) T,
1.7 Transwell /> &4 4m Jo 245 47 £ 48 A
1.7.1 #MGERSLE RAFLENS um (196 fL/)
% ((Corning 23] ) , 25 4140 5 FH G 1 375 5% 37 L 0 Ak )
B RIS A 1 x 10°/mL, B 200 pl fin AZNE
TEHMAS00 wl % 2.5% FBS fJCIN S B FR 2 (T
EHRARES A M) o HiFE 24 h JF RSl R AL,
2 g A A T, 90% 1 ORS IR 1EL 4 30 min,
0. 1% 455 F Y45 10 min, pPkJ5 200 £G4 T fifi
PLIEEL 10 ASRUEF, 15 28 B A LB H , 31 240 i i 8
AET1,
1.7.2 MR 2850% 50 mg/L Matrigel —2 °C il
%, 1: 8 W B A gk Transwell /NEJICHE 4 C X, JCii
TR FRALHE A 1 x 10°/mL, B 200 wl it A/
E, FEFMA S00 wl & 5% FBS () JC ML 75 15 37 3k
HAA BRI AR S5

1.7 %itsa

SR HI SPSS 18.0 Gt , 52 gidls LA AR « bt
72 (x £5) Fn AR TWBCR ] « K%, P <0.052%
R HAGIEE L

&R

(8]

2.1 Si-RNA %% # % 4 HepG2 Zmfe

¥ege 72 h g EIEO6 BB T WSS HepG2 21 i
(K1) e85 DA E SO A g H T3
SR EE PR N 93. 6% ,3AF T SERI A

a: kRS AT b B — LI R A A e

1 BIERABRIEVRERBERLE( x200)
2.2 RT-PCR #n COMMD7 . PTEN 2 F mRNA %k

25 AL (HepG2) BEfE N 1, 55 28 2R X M2
(N-HepG2) ) COMMD7 . PTEN JE[A ) mRNA 3£ ik &
AR LG8 X (P >0.05), T4 (Si-
HepG2) COMMD7 JE[H ) mRNA LA & [#K T 89.9%
(0.095 ~0.108) ,PTEN J£[A ) mRNA Z ik & T+ & 2.
841 £5(2.416 ~3.341), Si-HepG2 5H. 4y 2 41 Hb %5,
ZFAGI (P <0.05) , WL 2. L3R siR-
NA Xt COMMD7 J [N f) L8k R # U), HAF B COM-
MD7 FEPR BT 14, il ) PTEN (125 3% EiA .
HepG2

EZE N-HepG2
Si-HepG2

mRNAMIN X &
[\S)

Commd7

PTEN
#:P<0.05, 534 2 85 A iR
E2 RT-PCR #ill COMMD7 PTEN £ [& mRNA £i%

2.3  Western blot %M 1% 5% & F#H)E K G kik

SIS ZH A0 0 £ 1 EAT SR L EN IR S, 45 5R WoR
95 2 T4t T 98 COMMD7 % [ 1 %&£k 5, T4
PI3K/AKT 5 5l 0 2 11 PTEN 235 5 T ik
A p-AKT ik % 2 25 M i) s PTEN 410 ] 77 40 2
41 PI3K/AKT {5538 #2511 PTEN K355 3] g
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PP, R O B p-AKT [ 3RGA B B3GR, 45 207 hepa
-= si-HepG2

HANML GAPDH N2 £ A1H E, 5 qRT-PCR 45 3 —3%
(K 3), 38 F 8 COMMDT ] 34H1 PTEN it & ik i #1f
] PI3K/AKT {553 #1475 1k o

1 2 3 4

COMMD7(23KD) S S e am—

PTEN(S6KD) i S S

P-AKT(60KD) | Sy S— P
AKT(SSKD) s ey S e

GAPDHOKD)

1.2 G IR ;2 HARIT B ;3. T34 ;4. PTEN p4) #4322 48
3 Western blot #l{IBFSFHEEBRIE

2.4 MSP % PTEN % B ¥ & ALK -F

AL S PCR(MS-PCR) #3ll PTEN £ [ 11y
ALK S5 R WK 4, 25 AR REZH (HepG2 ) 55 2K
AT IR (N-HepG2 ) 25 PCR 4 Ji5 &€ i FEL YK )5 Al UL
AL A TRV R AL 25 (m) | AR AR AL 2570 (u) Bl
B $27n HepG2 4 fu i) PTEN PRI — @ #2 2 iy H
Hefl, THLH (Si-HepG2) T I COMMDT )ik )5,
PTEN JE R AL 451 (m) 83, R H AR A5 (u) B
IR, 5 RERUIN IR COMMDT B3Rk N5, AT i 315
5 HepG2 ZHfifs PTEN J& B 1) 25 H LAk

1 2 3

m u m u m u

12 G422 Bk xR 453 T 4048 m: PTEN A/ ¥ 4
44 (178 bp) ;u: PTEN 2 B 3F ¥ A 4L 44 (186 bp)
4 MS-PCR # i) PTEN £ F B E KK E

2.5 CCKS8 ¥ & %k Aem) 2m fo 38 75

T-HULH A0 5 e 1 5 25 0 BRAT L 25 2 AR ) iR
2l )¢ PTEN 14l 70 &b PR AT AH HL IS RRAIG, 22 5 HA S it
22 (P <0.05) ;125 X 4L ( HepG2 ) Fl2s 44X}
MR (N-HepG2) Z [ 22 R L Ge it L (P >0.05),
WS,
2.6 Transwell /s ¥ 4 f it 4% A2 £ 4k

T MR (17. 4 £2.7)/mL, B2 B A
HRZ1(36.2 £3.2)/mL =5 X B2 (41.6 £4.5) /mL
St PTEN # 5| kb FEEH (47.6 = 1. 8) /mL B iyl /b, 22
S EAGIE (P <0.05) , JLE 6,

-+ si-BPV HepG2
= N-HepG2

D(450)i

0.5 1

*

0.0

6 2|4 4|8 7|2 9|6 1|20
) (h)
* H5AA3MEMILEK,P<0.05
5 CCKS [t ikl 20 i i 7E
60

40

g 4]

20 —1

T T T
et mee®? per®? S_ﬁm\]_ﬁeoﬁl

# 5 A3 kdR, P <0.05
6 Transwell /NEHG AT (2 FERE

3 itig

JE g% M BT 40 M3 985 ( hepatocellular carcinoma, HCC)
SRR G RSB 2 — o R4 2014 4R T
A A BRI IE 5 s, 78 3 A T e g o
RIRFIE S 4 AL, FE TR 5 2 A0, A L B e
R I R Ao ORI 2 A BIF S R, D P
(R R R T 2 AN ] s R T 45 A B BORE B AR T 0 52 2%
TEFR P DAL A0 A DR RO 20 N 15 5 % e B 1) S
TG B ST P A I 2 T R T R
AR TR AL 2 AT R 58 A P B, 4% 5 T R
A REAH S AL e B HC I g B FLAE AL,
SR AR YT HA R

COMMD7 J: Rl Rk 2 78 i LA v & B s
FHOCEER LT 20 S YL fafK 20q(11;22) , Prosite 4}
M iz D Al EAFAE 3 N i C B AL 1 .2
AR O 2 WEIR AL 2 S A R B A (MYR-
ISTYL) |1 A~ RA B REME A AL 5. RT-PCR TESE %
BERTE N A iy 3k W B & T S5 R, HER
ki 5 EAR R /N A TCT R K R B R 2 Y E
IS RS SMITE B R , COMMDY 1) 5 %3k
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i MAPK/ERK J% NF-«B {5538 j# 1) 53 % i 467, 422
HE 95 A0 A 3G 5, (E LB 6 AS T

PI3K/AKT {5518 i © 45 Ik 52 75 22 b JHgg v i S+
WG AL, (2 IR 0 P Y 3 A 1R 28 SR, O 5 R
AR A 2 25 AR TR S IR O . E AR 2 %
VERIR 7 $E 55 0 24 W JF 2% 1A 45 32 G i A
AKT J& PI3K/AKT 557 558 & % 0, SpIE
SRy g 5 PR K I, R HG T 22 i 0 T ) A L AR
K I FE SR A U DGR 1 98T VR T B R O
A, PIBK(BENRME AT 3-15005 ) p8S5 WAk v] 55 Z A
AR R RS AR 515 2 S G W 45 5 TR 4G PI3K 1)
WS p110 EHEAE FRIBE b7 AR 5 A 3-E R WG
Bt L B%  ( phosphatidy-linositol 3, 4, 5-triphosphate,
PIP3) , PIP3 jii 3 PH %5 Fy b 5 AKT %54, 7€ PDKI .
PDK2 [y %5 FBilafk, AKT () Serd73 Fl Thi308 {37 £,
p-AKT i 3 B35 R A0 A FH B S ) T W 25 1 Bad |
Caspase9 \NF-kB ,Fork-head .mTOR Z& %75 2 il it 384 7
FAT- ARSI R4 o PISK/AKT {5538 K i) 1 1 52 1
Y FE R 258 i iR i PTEN ( Phosphatase and tensin homo-
logue deleted on chromo-some ten) [ £ 45, PTEN J&—
A~ PIP3-WE RS , 5 PI3K Y ZNREAH S, & Al LAGE & 5%
BRAb s PIP3 5675 0y P14, 5-P2 iy A% , T FHLIT AKT
KT WO 53 F (A R0E AL o PTEN {EU855 PIP3
5T MG PIP2 /KF- By i ft v, A 455 2 AR

S AL Z R D) RiE AR, H 3 B I I F B Y

A H AL Fz 246, HJE COMMDT 2754
&3 PIBK/AKT 5538 B% 1) 5 1 6 Ak, X — W B2 5
5 PTEN A5G H A M AT A

ARSI I 12 R e e siRNA T3 COMMD?7
FEIN 5 WL FOR AT i HepG2 4 fif0 19 7 | R 28 ML 7S 1Y
o, 1IN YL )5 qRT-PCR 1 Westen blot [ %5
], COMMDT J [R] 1 2 35 9 n 2 4 il OF HLBE &
COMMD7 &3k i 1 B A, PIBK/AKT 55 Jd i v O 5
A P-AKT B Rysi /b, il g% 1) 5 WAk 2 214 .
ik — 0 [ iA& COMMDT 8% PI3K/ AKT {553 P& 1% PE Y
ELRHLE], 7€ N 9% COMMD7T J5 %} PI3K/AKT {553 j#%
H R R PR R 1 PTEN E45 41, qRT-PCR Al
Westen blot ()45 KB . fiF COMMD7 3% ik & 1) %
I, PTEN LR 1) mRNA FlIZE #9235 8 244 B 51 Tt
o AR AJEAS AT LAHED] COMMD7 J2iifi it % PTEN Ji[A]
IR TSR PISK/ AKT 5530 P& 3% 167 S WA X
— RASEE AT PTEN $] 50 2 BE2H , 3 3o 76 85 5%
S A Bpy (pen) S EANE % PTEN 2 (728 MK i
PRI , PR EIRTEFRIEFT Westen blot A6l , 45 3R il

/

7N AE PTEN 25 32 20 Z 5, COMMDT 1) 8 5A

i A P-AKT (9, EE 2 Bl 7 2 e, CK8 52

55 5 Transwell LI IYE R BRI R 3, Miaxm

COMMD7 45 PTEN f HAKAE FALE] , A0 7 Kl 1

TEREYLHT IS PTEN B F AL Koz A6 m o2, B3

TE T COMMD7 13RIk Z 5, PTEN JEP & 4B T W] i

I, 5 qRT-PCR A5 3] mRNA 23k @ 35 15 52 11

G —B BA AR FETIA SR, AT

SiRNA T3 F 8 COMMD7 FLE 1Rk, Al 555 HepG2

AR PN SRR B PTEN (1) 25 HU AL, 38 hm PTEN 28 (1)

FIRMAP ] PI3K/AKT {5538 %, LhFEAR HepG2 4t Jifd

(RIS E TR S AR 28 RE T o

25 b ik, COMMDT 1 i i) & A= & e A

SHYEM . COMMDT [543k 5 PI3K/AKT {5 53 %

M5 IS L% VIAE ¢, b4k COMMD7/PTEN/PI3K i

PRI W] ARG Ry — AV TR B JTF 98 25 036 07 S8 R

COMMD?7 755 PTEN JEPR BV EA i) BARAL Hi AT 5 i —

AT

Sk
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Study on severe blast lung injury model of baby rabbits
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Abstract: Objective To establish an animal model of severe blast lung injury in baby rabbits, and to provide a way to study the char-
acteristic and treatment of blast lung injury in minors. Methods Randomly selected sixteen 4 — weeks old New Zealand white rabbits, and

the blast lung injuries were made by BST- | biological shock tube with different drive pressure (4.0Mpa and 4. 5MPa) respectively. Then
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