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Abstract

AIM: To investigate the expression of
glucosylceramde synthase (GCS) gene and
its significance in human gastric carcinoma

SGC-7901 and SGC-7901/VCR cells.

METHODS: Human gastric carcinoma
SGC-7901/VCR and SGC-7901 cells were cul-
tured in vitro, and the total RNA was extracted
by TRIzol method. MTT was adopted to evalu-
ate the drug resistance of SGC-7901/VCR cells.
Reverse transcription-polymerase chain reaction
(RT-PCR) was used to detect the expression of
GCS mRNA, and Western blotting and immu-

nocytochemistry were performed to measure the
expression of GCS protein.

RESULTS: The half inhibitory concentrations
(ICs0) for SGC-7901 and SGC-7901/VCR were
1.40 £ 0.06 and 86.20 = 0.50 mg/L, respectively,
and the drug-resistant index of SGC-7901/VCR
cells was 61 times as high as that of SGC-7901
cells. GCS mRNA was expressed in both
SGC-7901/VCR and SGC-7901 cells, and there
was significant difference between them (GCS
index: 3.9 vs 0.5, P < 0.05). Moreover, GCS pro-
tein expression was significantly different be-
tween SGC-7901/VCR and SGC-7901 cells (65%
vs 18%, P < 0.05).

CONCLUSION: GCS gene expresses in human
gastric cancer cells and it plays an important role
in the carcinogenesis and development of gastric
carcinoma. The high expression of GCS is closely
related with the multidrug resistance of tumors.
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Z8: SGC-7901#2SGC-7901/VCREICs, 531 116408555, E37°C 50 mL/L CO,HIIEIRIFM ma il

#1.40+0.064286.20+0.50 mg/L. SGC-7091/
VCR % it 25 38 T # A 2 i SGC-79014961
4%, SGC-790142SGC-7901/VCR /5 F 4m ftL 34 A
GCS mRNA % i&, A SGC-7901/VCR @ iGCS
mRNA& & K-F(GCSHE 4k #3.9)42SGC-7901
m I (GCSIBH A 0.5) A &7 %(P<0.05), &
% mIGCSE G F ik M £(65%) 255 T %
A28 12(18%)(P<0.05).

Zit: GCSA R EAF J&ht 25 am iofe = AHL
Rt A Fak, w2hmGCS mRNAA &
¥ s kA, GCSTHRAL T BRI A LT
A2, 5B % At th A Bk &.
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ik, % UL

SKIE, XRS, ERAME, ARBETE, SKERSE. ArafE e S BiRene
HERTABBMIESGC-7901RSGC-7901/VCREFZATI=Z
W, HFRE)OBIAYE 2007;15(9):1008-1011
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BesEan . N g an . LU 4N
™ R NRH S8 847 Fik. Hamh ik, & WAT
KGCSHEPRIFEN 8 i 41 b 255 0. FRATTR
HUAARANEE 772 N K45 Hr i (vineristine, VCR) B ##
S AN U A i, N FHRT-PCR. A4
LA 25 B AT N i 4 i G C S PR R IA B
ST T BRI AR

1 MRRTSA

1.1 A AT VCRE i 41 ik SGC-7901/VCR Hy
S5 DU 72 B K2 VG 3 B Bt T AT 0F 7 T AR I 2
P, A EAAEETR, N SREABUR S i 4h
SGC-7901 FH KB MR 27 Bl s 27 B ZH 2V i 27 2
W= LR A7, RPMI-164035 75 4 Gibeo A H] 7™ i,
TRIzol AjInvitrogen A ] /= i1, AMV i —H#EcDNA
B OB P CRY BRI & Fil AR A
TREEAR MRS A PR A A= 5, VERAT M E =1l
G 254 PR A1 =, DU F S R (MTT)
JjSigma’s H] P75, GCSHULAK H 3 EMayo Clinic
Center[t)David Marks 237 25 i

1.2 7715 SGC-7901 F 100 mL/LK i Jif 2 il i
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R, RS . EDTAWR SN, 2-3 dfeft—
K, YERFAI AL T RPECAE K. SGC-7901/VCRAE
WP IIVCR 1 mg/L, B 32441 L.

1.2.1 SGC-7901/V CR 25 1 a4 #aim] K FH i 0
MTTYES", A SRS 70 nmd KI5 LI
FEAEA), THEARHIHIZE(%) = CFEIA T3
A ) FIA 0 X 100%, SR 5 L8 41 i 40 561 %
TR, 29 E RO BORRAR B, IR 54
KB, THES50% 40 i AR KA 0 25 Wk
(ICs)~ T ZHFREU(RI) = IC5,(SGC-7901/VCR)/ICs,
(SGC-7901).

1.2.2 RT-PCRA&MGCS mRNA# &k 4 i
IEF2 X104, FEAT BRNASRE. 4 i
SGC-7901 M1SGC-7901/VCR, Al A1 mL TRIzol %
ST, S CES min, JIA0.2 mLEA, 785018
A], FIRBCE 2 min. 12 000 g 4°C #0215 min, B
B3, IAN0.5 mLS A E R ECE 10 min, 12 000
g 4CEL10 min, 7 13, 750 mL/L LB IR,
F AW, BB T AP TS min, DEPC/KW
fRDTUE, AN EETHR 260 nmA1280 nm
WA FE B (A, VA y60/A 50 LEAEL (21 )
MRNAS &, I F B a0 B iUk A AR N A
SEHEVE. GOSN 5| AR s PrimerS. 043 BT 414 H
frcit, L3514 5-CCTTTCCTCTCCCCACCT
TCCTCT-3', Fii514¥): 5-GGTTTCAGAAGAGA
GACACCTGGG-3', §"1#4 /Bt 4302 bp; GAPDH
HWSI, 54 L 5-CGCTGAGTACGTCG
TGGAGT-3', Fijif: 5-~ATGTCATCATATTTGGC
AGGTT-3', ¥ J B 501 bp. FHHEETERNA
AR, LLOLigoh ST I3 5%, 5 L
cDNA. IcDNANFEEHATPCRY 1, PCRIX MY
1AZ25 pl: Taqlifl U, b FiF519%1.5 pl, ¥
BESE )5 ul, ANTP 2 uL. PCR MY 451 4194°C
TRAZPES min, 95°CAPE30 s, 60°CIE k30 s, 72°C
FEAH190 s, 30MEFRJE, 72°CHEHS min. BLPCR”
W5 uLS FREE MR G G HEAT 1S g/LERbE
FER HLUK, SRAMT N WS HF A, i FH Syngenedit
JBE 53T R G A 5 45 A BEAE, LAGCSTa%k
(GCSAKFEAE A Z: UK FEAE 1 LU () AT GCS
mRNAFRIE AP 58 5.

1.2.3 S35 m JRAC S ol GC S 89 F £ 43 5l
SGC-790141Jf1. SGC-7901/VCREH e fh T64L
BR, 6FLAR PN 05 3O 26 B, A I IC B ik i
Ji, OB TR B A, A @, SABCTE gl 1b g
t, DABZ (1. #ZSABCIAF & i B ERAE, 4583
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I MTT ik # ) ff
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F2SGC-7901/VCR
A L GCS
mRNA # & &,
o, SR 4B K M R
GCSE & & ik K
F, AIF HEmie
4 R 2 A 2 n e
SGC-7901/VCR ¥
GCSA W & & ik,
A B KA 2h M
= FHRATT
ok, A NE R
S @ 2h o 1F 4%
JTRAET e %
5%

[ BACE L4

1 # & # A
% B oA R
B (glucosyl-
ceramide synthase,
GCS): 2 A4z
2 B Jie X G %
Bz — L EH
KF 5 Ry I8 2 e
% %t HH &
2 F B AEAY 2 B
Be: & E FAEA
22 B e B o, Bl 1
M UDP glucose &
oM R AR R AE 3
B 55 b 2 B e AR
4E A R R, R
A2 3 A m L Y
EF M, T
A5 T mig ik,
oA B T 4 e
RS K.

B 1 SGC-7901/VCR4BHERNA
BYBRASHEEEAREEIX.

28S
18S

bp
2000

1000

750
500 GAPDH

GCS
250

100

B 2 RT-PCREEMGCS mRNAHIRIA. M: Marker; 1:
SGC—=790141}; 2: SGC—7901/VCR 4.

2 T B B Y ek B YR (B 40 . BEAL
WS 10 = 15 B WL 15 40 it B .

St AT KR I SPSS10.048 v 4 i
PR 2 22 o BT R AL BE VT e 56, P<0.05%
NN S-98

2 BR

2.1 fmpedt el 2 DL 2GR B I £k
REAR R, DL 4 H 2E A 00 30 31 2 0 AR B oKk
SGC-7901, SGC-7901/V CRA L FITC o 53 51 Ky
1.40+0.06 mg/LF186.20+0.50 mg/L, SGC-7901/
VCRAH [fufiif 254550214 61.

2.2 RNAZE BB 7 HPER 2 RNA A /A= 1.9,
TEERH B e L vk 2 R (181 1) S 7R 28S K 18S 4% i i
BT, RNAZE S K 5E SR O g S S 0 2k

2.3 EAmMIEAG 5 mIGCS mRNAK X oF
AA IR SGC-7901 A i 258k SGC-7901/VCR
BHIEGCSHE, HSGC-7901/VCRE LR T
SGC-7901, SGC-7901/VCRANIGC ST % H3.9,
SGC-790141 c B h0.5, —HERHLWHE
X (P<0.05, E]2).

2.4 FE AR pAw 25 mGCSE & Kk FuyE
MALAA AR AR b, GCSPHPE SEART (A RikL, 7 T
BTN, ZESGC-79014H g, K 22 5 FH P Rvks 40

A n -
.

- s
. »
>

»

B 3 GCSEBXIXISABC, x200). A: SGC—79014HI; B:
SGC—7901/VCRAH.

JN, D P B P RORER K (B3 A), SGC-7901/
VCRAN M BHERURAR, HiE %, & (ER(53B).
SGC-790141 B F1ISGC-7901/VCRAH IGCSHE [
FIKBHYER A3 9 18%M65%, —# 7% R H &
25 N (P<0.05).

3 iHe

] A WA 22 [ e (glucosylceramide, GlcCer)
A& FH G RE fh 2 W ke S R HE AL PR
1% % B (uridine diphosphate glucose, UDP-
glucose) I 1 BE AL DL M 11 5 55 o 20 1k e AH
25 4 AR U, At i B I At R B
(glycosphingolipids, GSLs)[{ i {A%) Jii, GlcCer 5
i 6 20 10 1) AR ) AT R B UIAR G, AN LERR
S ) 1E S5 R D Re, IS5 T MG, 1k
KR an i g A 5 R ) RGeSl
T fr s Ay T 4 B R 8 I i, FRAIG T o 2 I
Ji i A ToAE F, R T MR 4 i 22 2 2 1)
AR LRV N B R IR R £
2 2 7= AR R SRR 2 —. GCSTETs 41 i (1) 2R 1A
& SRR AT, Senchenkov er al' I,
76 FLIE A0 OARM C F-7H 5 NP & BE B SE &
FRCSEIE JE, A0 N PP e R s v b, BERE AL
AP ML B 22, I 4 iR Tokb. R
T GCSHE PR FL s 41 i vh 45, GCS*T-FLIIR
FaI R KRR EEERY. ARVCRE)
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HL-60 A i i 4 2% (K BI 1 G C S IA th i Ho A
JEPRA 25 1 T GO SAT A I e LAk,
T B A M B RN R G, (R T MR i 24 1)
A, FTIGCS W] i 25 B Ji g o A0 T ) Rk
PE.

ARSI 45 B oR, AR N RO T g A i rp RN
iR 2% 5 9 40 B PP 35 GCSIE (R (1l 3k, HLR 24
Jost 40 i HH G C S R 3 08 12 3 1 T SR AN U S o
0, T 25 41 Mo GCS B 11 3 IA th Wk 35 vy T igugk 4
ML GCSHL 4k, $E/RGCSHEDH/E B i i i b
ik, GCSHEUE S i 4 M fr 3458 44k, GCSHERH
MEEEARAE. REAAHEZEER, 2hH
JE Al GCSE ARk, RINGCSS 5 T M
i 25 1K) R A, 55 IR 2 24 2 25 D) AH 6. GCSHk
DRI N B 9 A 6L 38 Ay s PR Jien g v 7 443 T O
(1) 8B, GCSHEPRIAE TR 24 41 i i) 2R IE 3G I/ B
I B} PA1G C SR mT LA = i 989 1Y) 24 40 Bk
P, AT I A A 28, TR v
A0 o xoF 2R BBURR P, R AT T ARk, Xk iR
Tiif 245 PRV 3 367 B4 1B (R 7 1.
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