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1895 F T SHIFL @ SNCG BFR X A G5 R7 R SW1116 #R R & B AT 7%
5K 35 4% B Y 52 I

WRER KM EMEER A MEER (WM 350001) #FAME B K sk #F BREFWI

[ ZE1 BH BB ENFN y RAZEE (SNCG) B K RER A A L5 SW1116 4i i 7E 41 LS5 7 i T 55 # 52
RS, FriE ATIISIER R, SEa SNCG 3 BRI 18 8 B Y . M LR E RIK ) SNCG miBR L4 41 (RNAi 4D) .
B e as FoRi i 2s BRI X IR (NC 4, BN ARS8 (RNAT4) . SRR RH (NC4H) REAMIEA (CON4)
RO MFA T SW1116 4 M, PRIGIE ST o A i P R i), s b g (o | 5% S R A B4k [l (RT-PCR) . 8 [ it S i
EN#E (Western blot) il SNCG JeHRiL, &R D MIWER RGBT EBER, 2 53 A LE, RNAL 4H#
BB MR A B, TR I R TR R B W R . 3) fyedifb. RT-PCR K& Western blot 51 i 7R ., RNAi 41 SNCG
mRNA FIE A RIAGVI B TR, &8 SNCG FLHETUERG . R EUGIEJE AL 8% R KRG A 90 n B A8 /b, IRBRAS /N, fEHR I,
H 1) SNCG R b B AR T S54SR Ml 98 B JHF I s B 988 v SNCG 2 mRNA KR H %5, K SNCG % K X 45 g i i i 4 L 12
ZER B AESE . R RNAL SR E SNCG 5K 1 R 57 20 25 1 0 A0 3 IR )7 IR 3 il . B PR

(A BRFBRM: SNCG HH; SEEERR; WR; 2@ ITge
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[ Abstract]

gene on the growth of human colorectal carcinoma cell SW1116 in vivo of nude mice. Methods

carcinoma cell SW1116 in nude mice
Objective  To study the effect of the lentivirus-mediated RNA interference targetingy-synuclein (SNCG)
In earlier experiment, we first to
screen SNCG RNAI effective target genes, then, transfected and packaged by the lentiviral vectors. Recombinant lentiviral vec-
tors respectively carrying the SNCG-RNAi and SNCG-NC were successfully constructed. The SNCG-RNAi (RNAigroup) ,
SNCG-NC (NCgroup) » and non-transfected Human colorectal carcinoma SW1116 cells (CON group), were thawed. And then
the colon cancer liver metastasis model in nude mice was established. In order to find outthe difference, SNCG gene expression
in these tumor issues were detected by Immunohistochemistry assay, RT-PCR and Western blot. Results 1) The colon cancer
liver metastasis model in nude mice was successfully established. 2) Compared with those in NC group and CON group., the
tumor in the RNAIi group grew slowly and metastasis was evidentlysuppressed. 3) The mRNA and protein expression of SNCG
of the tumor in the RNAi group were significantly lower according to thelHC result, RT-PCR and Western blot. Conclusion
Recombinant lentivirus vector SNCG-RNAI decreased the growth and quantity of the tumor in the colon cancer liver metastasis
model, including the primary and metastatic, and it can obviously inhibit SNCG gene mRNA and protein expression. So it
prompt that the expression of SNCG gene promoted colorectal cancer to grow and transfer. SNCG is expected to become a potent
target for the treatment of colon cancer.

[Key words] lentiviral vector; SNCG Gene; RNA interference; nude mice; hepatic metastasis of colon carcinoma

FU4E Lavedan ZEMBFSEIN N, y-synuclein (SNCG) 51f
AR PTIR SRUE BRE A 2 AR M VA G T AR R
SNCG 7E— L& il B2k 20 Rk Sk, 7EZLIRE . MR
LA AU R TR BTSE L B, SNCG
K B A R R R, i 2R A e T, ek
Jidgg Y &A= & . A SNCG kX 2 5 &5 15 98 & 25 K& R 11
FEOLH . ISR ST R W . Dy T IR TR I R IR X 45 I o8 T A
FEMSEM . 284 5E ) T B RS R I e AL, WL S AL
Jib R K e B g8 AR I Ll O K 56 SNCG JE Iy ik, i
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1.1 ##h: SWI16 4Ui & (b ER#BE Dig i e . %
¢ LV-SNCG-RNAI-EGFP 18 ¥ 8 Jit ki K& ¥ Je 25 Jii ki (9
SWI1116 A 45 7 ¥ 240 it © by i 390 52 56 4 4 58 it . BALB/c nu/
nu BN, HEPE, 4~6 R, 20~25 g, SPF %% (il
KL WA RAT, WA HIES: 2007000551268;
A7 AL HE 5. SCXK (P7) 2012-0002), — Ht 2 Ht A
SNCG #ifk. ¥ ¥l GAPDH 41, ZH AP 4ric 9 Rt ¥
IgG (ZEH Santa Cruz 22 A .
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1.2 Fik:

1.2.1 4B XWEE. EHCHFMELIHA . X R &
25 [ R BT A T SW116 AUM, A%, 4 ) IR 4 40 i e
JEZE 1X107/mL, PKIEMRAE, 30 min N BEATHERN,

1.2.2 R BRGS0 B A A 0 2 o7 . ol e M R DN LG 58
SEREPLALJE I Z 5k 3 2. S 7 H . K S T 5 AR 4 e 2k
S BIFRIE R SNCG fl bR i 5250 41 (RNAL 41D, 25 JkE i )
M (NC4D . &AM MM AEA (CON ), R Mk
B, SRS, 6 RN FEAR R, I E .

1.2.3 LI H R H A Ye . 2 B4 LR a8 F s
N —$TEHLN SNCG Hifk . 4T GAPDH 40, —4Hi AP
FRAC B BT 2L 1gG, SR EL SABC ¥ JE 47 %o 9 41 414k 2 Yo {6,
SNCG & P12 T i Jed 240 Ff 0 B N S22 4 0 TR R, 1% 7 B
RN (T

1.2.4 RT-PCR i £ b5 A& SNCGmRNA 1) £ ik 4 7
REPRARLL 50 mg, HFEERIKIEFT RNA 420, 46 &
¥eE . cDNA 4 i, SNCG F#sI . 5'-TGGGTGCG-
GTGGAAAAG-3", F ¥t 51 ¥ 5'-GTTGACGCTGCTCAC-
CACA-3"; GAPDH L7 51 % 5'-TGACTTCAACAGCGA-
CACCCA-3", T ¥t 5l# 5-CACCCTGTTGCTGTAGCCAAA-
3. L GAPDH #H N2, H CarestreamMI K14 45 ¥7 % 44 3t
1Tk s,

1.2.5 Western blot Il % 4 #5 4 SNCG & H ) £ ik B
BUHGAF AL 50 mg, BCA ¥ & & ([ ¥k J5 ¥ 47 SDS-
PAGE VK. H¥ 5B If S inA —4t (E40 A SNCG Hi ik,
1:500), BT 4 CHEAK, MAZI (AP HRICH RiTF
1gG., 1:5000), i GAPDH N N2, H Carestream MI &
1G5 BT A EA T 2 5 B HT

1.3 it 5. B8 SPSS 17.0 A Gt = ab 3, it
FERHLAx £ 5 Fon . 2 IR RE AR 28 L B R B R R O 25 43
Br, P<<0.05 K ZERAGIT¥E L, RT-PCR #{E 53 Hrk H
20T

2 &R
2.1 BREGENEBEIMEBRL: #HEF6 fcoNd
B NC L nT DUORS P28, Eer2s, DUBOHE, R TR
£ 16~19 g (P NCA 1 HBEBREASE BT ARFE 1 X
BETD) . PR BR7E NG X 34 AT ik S W S P, A, R AT
B, CON @A 4 JAT7E T X fil J S i . NC 4HA 3 Hl
T AT XU fioh B 5 R A . B ALY AT S IR R
RNAi 213 2 HRT7E B fuh S iy, R AR BRUR A, 16 3h IE
B, MR I PR AR AE

IR B4 B 9% 7 TG . RNAG 4L 008 % 28,57 %, U %
R (& D, 7EFIER R 7|, RNAL 41 5% % %
14.29%, # CON 41 K NC 40 &8 F . st s A~ Bomi =
RNAi IR B> [P<<0.05 (£ 2) ],

®1 REMEE. FFERENERBHBERLLS
ikl PR A2 itk 97 I HIE 5 B 9 I 4 i

CON#H  7/7 (100.00%) 5/7 (71.43%) 3/7 (42.86%)
NC#  6/6 (100.00%) 4/6 (66.67%) 2/6 (33.33%)
RNAi 40 2/7 (28.57%) 1/7 (14.29%) 0/7 (0)

R2 REMEE. FEABIERBEHETHILER

15 Vit AEE 1k 55 JHHEE 18558 IS I 2
CON 41 21 29 12

NC 41 16 27 11
RNAi 41 3 5 0

2.2 BREEANREBLER. SNCG &AM T I 41 j o i 3¢
N, BEECPRCRECAESR A RS, L8R BR,
RNAi HRERHALILF ARG, CON K& NC 24 5 B ol o 4
@ ("D,

e A/ay B/b, C/c 4515 CON 4L, NC 4L, RNAQ 4IRE /I HE 5 928 4146 2 (1)
B1 SAREALEERERE (X400)
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2.3 RT-PCR # il & Ak J&= 4z Brh 988 % BT A %5 7% 8 SNCG mRNA
REGER. MEIPR, MEBLERLZLBAMPARRENS
WM CAPDH M K E WL {H., 5 NC 4 & CON 4 It %,
RNAL 41K tEB B TR (P<<0.05),

=3 B REJR i B R AT AE 3% 8 98 SNCG mRNA RiE

25 X IR 0.376866226 0.299759312
NC 41 0. 308630485 0. 281629268
RNAi #H 0. 15422739 0. 100369443

24 EARGEONTRMNBERCMBERFEEBE
SNCGERSER: AR EmTgE YR, 5§ CON4A
(BB AH N 3k B ME 59. 00, AFWE 31.83). NC 440
CEPAEXTF5 8. MAE 67.15, JFAF 29.67) L3, RNAI
H CGEEMXFiER. MIE33.53, IFAE9.687) SWI1116 4
MiZ ik y-synuclein & B W 4> (P<C0.05),
3 itig

WA, RESHBAMEHHERRWER S, FFA
0% ~50% BEVZHE R R/ LE LM (8 i
L), Ho L B AT SR B R L A B R AR AT . B,
il b g S A TR AL P B X T VA T 4N I O T AS A G
WEAEFR KB, SNCG S A A h i mEL, HSE
PRAGHE A0 M Rk S5 R B . m AL EE R W OE A T B4
SNCG & 75 14 35 25 i Ja A M (9 A & B0l . R BB W RE F17
E 45 T i 1 T8 A o R vl e e 30 9 A o ) R 1 R
W5, Shao ZEM &, SNCG 1 A8 B 5 4E T TGF-B-
Smad-Twist] flt i#f 17 f& i W o . Ye S50 B 0F 55 0 &
B, Tt SNCG 3k 7 f# 45 i 5 (R 4 st Bk 1 . R &6
IR TR, 328 SNCG 3 76 A 45 1 98 40 i i) 2 K AR
ZyrmAEAEBEERDY, 0B TR W3S i —
E ANRILE ST

AT U0 7 H 3 B B A A 6 ik SNCG RNAG 2[R (1418 9% 7
R RY AR b, R P S I 2L IR UE SNCG A 5 45
9 9t 040 TR 1O o 2 8 v TR AT SR SR AR 2 A e R B i 0
BT, W IR ER LT, EEESW T 1 R
PR AR A O AR R AR . R B K A
PO, FIEESWEAE, B HE R 4 mL/kg 197 &
RPN, EERURMIAET: 2) FHIM R RIRE . #HE)EAE
U F AR KCOE T, A RS s M, TR RN
AT RE RS 173, KU 00 T 3 1l 4 A W] RE RS K, KR
X5 (8 AN M TR T B X sk A

AT A Ry, 25 P g DA E 45 I I B2 40 TR 3 iR 9 3
e AR, WEEDI— R4 FHF, 5 44 ik
JOT B R A L TR A0 BT SR SRR BT R Y . A gk
W ARG LR AN R ZR G RS DT, BAR, FEX —
ROl R, ARG R ) = MR kA R R R, TR 58
eI MR & AR BRI S TR, AIK AR SNCG
FER R . B YR LR AT R R4S W SR R A S0 86 . n
RO UE, RSN, S A3 SNCG 2k B (1 2 3k )5 fili

SW1116 4ifif=2 7268 11 T R, Uil SNCG W] 5 5 45 I 6 4
SWI1116 AyfRZBAHG, HE KA1 —E R E FIE# T4 Win
MR R, MR AN RESERER, 55 AXR
NC 20 K 7 B CON 41 g, SNCG-RNAI 525 21 J5
Jiged . FE ARSI MG B R IR o B0 L RBUIE Bk, il
A kgt . RT-PCR M Western blot IE3Z SNCG mRNA
R FRIBY I B, BB T4 SNCG 3 £ ik )5
NG5 AR R R A K . RN Z8HmH, it
SER GRS B S5 RAR T IR E, P — B8] SNCG % [H
Rk AR o, RERBMEES . Hik, SNCG #EH
A G5 P g DRR T R — S A A
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WA TS EBE R GEM S00007) & H 8 I

[# ZE1 B® LLCPC (BEMRASE/KIE) NEAA, L PCL-CS (BT NEE-72 M) 19 5 3 1A 7 20 5 b 45 18 25 #g K
TR R 5L MK S & 2L, Ak SRS Wl B A0 AR 2 B 2 R il %5 PCL-CS/CPC H &8 414U T
I FEATRAE . L MTT 2 R 40 B3+ $od 2 2 51 2 PCL-CS/CPC B & B HA TR K CPC 3228 4 41 i & 1 K 41
iM%, 8 PCL-CS/CPC E&4BHATERLEAR 27.62 cm® /g, FHAL42 378.56 pm., FLBLZ 92. 14 %, o Fm M
61.4 m*/g, LU NS AL AN F7 B A0k B SR B 2 5 3R KB B i B, PCL-CS/CPC & &4 2 TR 2 3N SR 4 KT
TR B S B8 PN A I HE 5 0 188 CPC R B s (P<C0.05), W% 2 XIFdR, PCL-CS/CPC & A B 41 4% T 32 0 40 i %6 B %

BEET CPC 4 (P<<0.05), it MIHI%& T PCL-CS/CPC H A B AR TR LY, METFHLN CPC B4, K%

PERE AL ) 2 PR E 3 BT P s .

(iR RO NBE-7C R M/ BRI Bkl BARTEIR; E46H

[FESFEE]Y R608 [XHERIEAG] A

EHERGEEFHENREZHE T, B A8 TR 0E
MBI T EHARPEEREELCEEZMNIEM. H
A, 7EEASN TR SRR T2 MRS E KR (CPO)
WAL G M B B AT BB . R Al A8 | #4745 AR
EHBMEAR, BatE2E . PLBCHEREAR, PR G AF 5% M 8 B 4 1) A
BHARELE,

AWFSE L CPC A3 al Yy, LIRS W EE-7¢ B AE (PCL-
CS) My, FALRME (CSH. RO MEE (PCL) Al
CPC MBI B AN, TR R B4 RE B B 55 4 K % i il 38 1 22 5%
PERA 5 A AL SV TR MR, JF X R C N TR b R
B E KIS G H R TR S R S M AT SR AE [R5 28
YA, ARC NSRRI EKRE & B AR
AR S B AR A8 52 b Y o B
1 #REFZ®
1.1 RFAESMEE: B =48 («TCP). /KB iR & 45
(DCPD) b #5484k A7 BR 2 /) o &R 78 im 771 345 2k
KA (HA) bt 88 5 &R AR AR . JkK CaCO;
Jbm e TAH R AR, Na, HPO, (HZ b TAH R A
DL R (CS (TZHEEYREARAR . HCWH
BE-7e /4 (PCL) (IR AR A D . B,
. KB, BTPE =R, MR Y. DMEM-o Br 3R 2
FARARM R QLR EA LR ST RAED . XA
B CAMBEH AR R A D . 4 A 3h 2 m AR L2 4
AT (EEZE AR AR . S3500 Lk AL (EH
EZWRAWAT . A& FARM S [EHR2HE (i

[XEHS] 1002-2600(2019)05-0123-03

ARATE ], WIR R 5 5 6o i HLa A B2
CIDRE

1.2 Fik:

1.2.1 CS/CPC Z L 51 H1 4% .

1.2.1.1 o« TCP &% CPC [EAH M A K 4k 04 B il . 15 4
M & 100+ 6 ¢ 6 ¢ 6 FREL « TCP. DCPD. HA Fl
CaCOs » W ENTHAPGE Tk IR & FF IS 3 h, 1 0 )5 15 2
FHRAE N 4 pm B o TCP /R FR CPC B AH B K, B )5 B
2% B Na, HPO, ¥ BAE R AL .

1.2.1.2 CS/CPC MyE . ¥ TH#JEM « TCP &R CPC ¥
KA CS IS 1 L Na, HPO, EALBRIRE . A e 41 3
HIE A EERE, 35 C. 95% LA RIBEE Ry A b g 40~
48 htY,

1.2.1.3 CS/CPC ZALX M4 ¥ CPC M CPC/CS A
FERMAHET, 20 °C/min, 1200 CLIAERBLE B #4752
45, AREHG NS CPC ZILCH.

1.2.2 PCL-CS/CPC Z LB & LB Mifil 45 M RAE: 43 I H
5¢ PCL M CPC/CS ZHL X3 fimtt 1 1 MHFIIRAE
WMRAE 0.5 L, 5.2% /9 TCP W, I PCL ORI % mi
FTAETIR YL R IR 50 908 ke, BEJSIMA 5 mL., 6.0%
M/, TEWE T AR CPC 28T, RH
TD-4 I & 2080 L L WAL S O B 28 A B2 WD
Ph 4 000 r/min .0 4 min FH 1, 40 C T 55 PCL-
CS/CPC ZALE A4 . R K 549 4t v 5 Al 1 (U WL 5%
JIT T A 1 S AR N OWE SR CT LAR, R A A s R
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