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Abstract
AIM: To explore the differentiation induced by diallyl disul-
fide (DADS) of human gastric carcinoma MGC803 cell line.

METHODS: The DADS-induced differentiation of human
gastric carcinoma MGC803 cells was examined by means
of ConA-mediated cell agglutination, alkaline phosphatase
activity detection, cytochemical and immunocytochemical
staining, and scrape-loading/dye transfer technique (SLDT).

RESULTS: After treated with DADS, ConA-mediated cell
agglutination rate was significantly decreased (79.1% vs
27.0%, P<0.05). Specific alkaline phosphatase activity
was decreased by 66.1%, from 2.00 nkat/g to 0.67 nkat /g
(F = 207.6, P<0.05). Filament-like cytoskeleton protein
radiated regularly from the nuclei into cytoplasm, indicat-
ing its increased synthesis and reconstruction. SLDT re-
vealed no dye transfer among MGC803 cells in the ab-
sence of DADS, while positive transfer of LY dye was found

among the cells in the presence of DADS, suggesting
that intercellular communication was restored.
Immunocytochemisty showed that p21WAF1 expression
was increased, with mutant p53, Rasp21 and C-myc ex-
pression decreased and pRb unchanged.

CONCLUSION: DADS can induce differentiation of
MGCB803 cells, in which oncogenes and anti-oncogenes
may play important roles.
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ZER A B % MGCS03 4 st ConA #9585 FIN79.1% F
& 27.0%(X2 = 29.78, P<0.05):ALP &M 2.00 nkat/g
M % 0.67 nkat /g(F = 207.6, P<0.05), FHKZEH} 66.1%;
WM R G 2w K, WS IR | SR AR
J&, FHEA R G F4SLDT A A F JE MGCS03
WRER 2w SR R A5 AE, R B i Ak,
DADS4 225 % & 5 5 a5 75 i3] Fe AR AR 69 2 3]
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T, p2IWAF1 & k3 he, R EA p53, Ras—p21, C—myc
FAABAK, % pRbERZX LK E.
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THSTNRE i (diallyl disulfide, DADS) /& Kir
o — Rk AR VA P B ROk sy, ARt . FUBRE R
P98 RN A R TR T A o P R 340 I S 3R A R
F s 2 —MARE R B 2. BATE R
TR RS T A A MRHL-6040 i /46 fE
BEEANHEINE EMGC803 41 fukg £, I Himad i
W D38 A | A A B G2 /M B BE T, Rk
/I BREFELIE T RS AN B e A0 A A AR KRR A A DO
MWEARIKERDADS SRS TR A E S
MGC803 #fi B 1155 T 73t AE H..

1 HRIFSE

1.1 A4 MGC803 41 i A\ B AR/ BiE, LR Im
T RZFEAEY R, IIHTEE B R K52 I8 s |3k DADS
J Fluka A a0 (42 = 1.0, M.146.28, 4 80%,
4 10-20%DAS) . ConA, PEHEAPIAE a-Tubulin,
FITC- 26415 TgG —PrfiLucifer Yellowdy A Sigmar=
vt U MR AT AR 7] o B M R I B AR 7 B
EEAEY TREAF L p21™, p53, Rasp2l, C-
myc, pRb (3K R PrmAb), Ultrasensitive™S—-P Kit #
DAB Kit W T-AR M 2 =], 4 A2 100 wL/L /-
M5 K RPMT 1640 B33 & 37°C, & 50 mL/L CO,, {H
W TERIEFRAE R O B A KRR, 12 R4
TR FE A TS IR EE TR, Frdl I 5 22 ERE6 h
Ja, B G E AN B TR IR 22 TE N TR SIS
WAL/ [EIAR TR DADS LA A& HIES 7 1) [ 2 X HE 0.
1.2 F %k

1.2.1 ConA%k S Pk 5250 W35 7% 2 T0E IS TR] 1) 40 B AL
WRFTH PR UCOET 7 S5k, RGNS O 10°/L, 5
FH PBS ¥ ConA R4 B0 25, 50 100 200 mg/L.
73 0. 1 mL ConA/PBS ¥ 5% E 41 i aiiR & T 96
LR, BREAEL, RERGE, FEUE Lk
LIG, 43 ic s ConA IR N 100 mg/L A AEAE4N AR
RE A A B RS (%) = (JCConA R FR4A 2L
— A ConA W HLAAMI%L) / TG ConA B FR4A U £k x100%
1.22 4R E R RFE HHEEFAME 0. 01 nol/L
pH7.4 PBS YL G FM, WAR 2Ky, EA+TTF
B, STENIANA ST RV IV, 2 DIREWWN, 15 -
5CLAT 220 min)5, FSHT; M3 g/L Tri-
ton X—100/PBSE il B A~ [F) 4 e B B 2 B ik
a-Tubulin, FEHELSNITCHE 1 h; WEHEH,

PBS ¥t £ F% B IR, FH%PBS — 1%Triton X-100/PBS
— PBS NFFEESS, R 5 min; WK T4 N FITC-
4% Tg6 P (FHATLL 1 g/LTriton X-100/PBS J#%s
B, 3TCIHA 1 h;PBSIE AR A HIPUIK, FIRTHE, &
A —IREBTAK, veEEy, TE A/
PBS ¥ [ 35 fr, Leitz &5 900 B3 EE A FAH.
123 FLfalide mhHEFARSE25 ¢/Lk=
BE[EE 156 min J5, —Z&AKPE3 R x5 min, HHEKL
Wi gem et 1 h, B SEARaaRwE, M
oYM, FIRTVEY, FBEREER il ik, B R
AN PP L2 B B T SOTE T RO 20k 4k, = ER KR
3W x5 win; WAEEENIAK, “HIRIER, TR
W, TRE T .

1.2.4 BRPLAEBR B YL iE M & MERFEA, W HUREE Y
AR A0 S, 1 000 v/min B> 10 min;PBS ¥
HEM, 1 000 r/min B0 10 min, BE 1K ;K
JEION 2.5 g/L it AHERSAN /PBS YK 0. 5 mlL 244 41 .
MR AN RRIR S 1 500 v/ min B0 15 min,
I ST E . 158 B R R OUERIRTE) KR 7 & ik
ITREALRE, EALSEITE EARE R (g/L)
= MEE WG / brifE B O E x ArifE B A (g/L)
(BN E 1+ Perklin elmer lambda bio 2.2,
PE com USA). % ALP &R St AT A0 ALP ¥4,
RYE AR EALP (nkat/L) = JEEWIEE / brife
BRI x Ty & 1 (0. 005) x M kA5 44 (100/0. 05) (LA
WG FE A AR, BRI T B A AR AR AR 2 ) ALP 7 1
FrRAERIER) . ALPEGIEYE = ALPESYS /4 A B &,
1. 2.5 20 i [] 4% R4 0l THI) REAS 25 K KR AR 10 %
TCHRRER AR, WA AEAS, AT 6 FLES
WA RESE, DA KR R R iR, sl
TLAPBS $E 3k, HMIRTAE2 nl 5 0.5 g/L Lucifer
Yellow ¥ PBSWE 1 ; HFEARJI v ERRIRE %, 1HE,
FRid 3 min; R TENEH, LLPBS Ik 3-4 I LL &
BT 4 Qe k) 40 S T PBS YR A 5 VR R TR A WL SR Vs 6
LA T TG B, FHFH T B I 5 40 i 8]
1.2.6 S EmMbs B e H 2 RL-BIKIR LT,
AT s AN AKE PR RR TR 5% i T 4 A kv ik
THIRBE. 0. 01 mol/L pH7.2 PBS Myt 3 &,
W5 min; BT L A AGEEBR BT 50 uL, =i
P E 10 min; PBS fh¥t 3K, ®IR5 min; &Y AN
BV ES MRS 50 uL, ¥ H 5 nin; PBS ¥t
LK x5 min; &P II—40 50 pL, 4°Cibf;PBS
3 x5 min; [T N E R DAY R E A ARG
W50 pL, ZIRFEE 10 min;PBS ¥k 3K x5 min; %
s DA AT EFBC ) DAB Y9 100 pL, 24 5-10 min;
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FORAKIRSE, AR, WREIHK, —HZGEW,
RREZLI I

GeitpAhHE RA SPSS 10.0 ZEvt AT X" 4
WA 23T, PO. 05 2= A BEMEAT AR L.

2 %R

2.1 ConA # 4 & ConA fi Bh 4 Mok 1l &L SE 2 524
41 B[R] B4R SE MY, MGC803 41 g Xf ConA Pt £E 2 [A]
e LA M R MR B H R . 45 R TR, DADS IRFE
35 mg/L &2 20 mg/L B, MGC803 41 %) ConA fr)ikt
AR (] 1) W) el 27. 0% 135 22 37. 5%, FRIW AR FE A
PP s, SAREHNLESEEEEZER (X =
29.78, P<0.05, £1).

22 wmib R R EMME HERETOCRALRR, K
Ab T A MGC8O 34 it 1k 22 3ok 7 B 11 ¢ 613 95 s DADS b 38
RIMGC803 4 ffd Py ¢ e G ik, AL FAAE [ S8 A% 73 A7
F s R QO NS, AN B SR e R AR 22k,
M BELAZ 3% 18T o) B AR S 2 TRCS IR A i, 3R BH A 38 ) 1)
MGC803 4 fiu i 38t N H Fr & B 5 3 (8] 2).

BE1 MGC803 {MHENS ConA BUSEEEHE. A: RAMRLE; B: ANBLH %20.

2.3 ALP )& RACFHL MGCSO3 4L Py ALP ELiftE
4 2.00 nkat/g, 20-35 mg/LDADS &:¥ 5, 4
Ffd P9 ALP FLdEPEF 1. 70 nkat/g FFEZR 0. 67 nkat/g
(F = 207.6, P<0.05), TFFRZE K 15. 7% % 66. 1%,
2% 0 DADS EL A5 $0HI MGC803 41 il PJ ALP bb & 1 i /E A,
I 2 IR MUY, (GR 2).

71 DADS MBS MGC803 4l ConA SR&EXR

MGC80 DADS{mg/L}
3 20 25 30 35
3 ConA B4HIEEL 28 150 68 59 46
75 ConA BE4HIEEL 134 240 105 85 63
MIRERER(%) 79.1 375 352 306 27.0

222 DADS ARG MGC803 Al ALP LESEHE

MGC803 DADS{mg/L}
ke 20 25 30 35
ALP M 0.120  0.102  0.066  0.059  0.040
LM TR (%) 15.7 15.5 51.2 66.1

B2 BRESREUNE. RNBAE), RBEG). A, B: [@EEER; C.D: EOHRE, x40
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B4 REHELER. RABEAE). AIBLEG). AB: p21W4F. C,D: p53; E,Frasp21; G,H: Rb; I,J: c-myc SP X10

2.4 RIBAFCREEA TR MRS E B 311

ADEL B DO AR, N B MGC803 4 A 7Rk WHETAESE, A ZE 6 (DADS) Al gk A&~
GBI IS, 2B T0 1) 42 MR B2 0 TR IS B ; DADS AbHE 4, caspase—3 51k F DNA F&f%, M5 S A Ik HL-60
JE B S A AR T S A RV AR s A ey, AT, E S L AR A0 T A A
FoRH SR I AL, ORI MG s] T JF s R R A R B LW, (2R
5K A ETRES, YA AR (B 3).  SPEAI AL, TE Horas FIA T BEAMHIM 208
2.5 #,9%44€ DADS {EFH/SKIMGC803 4ify, HUEH  FURAINIEA". DADSHIHIMGCBO3 A i K 2 vy T4
IRl 5 9 2 Rl ) R R AR A T A8 4K - P21IWAF 1 SRaA 1Y 34 A= S P R RN T A A2 R OA DADS BB AR A e,
., 2RI P53, Rasp2l. C-myc FILFF{E, 1M pRb & 3k N 75 S48 A (R A f s>, FRATTIER B ConA
B (E 4). HREEME S0 A DR DADS Ab ¥ 5 41 RS AT 7R [ DADS
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AL FE ¥ MGC803 41l i Hi IR A 22 1o iy & i3 I 5 4 2%,
SEIH PRI IR 2 AT, 2R A R R TR A
A, WEFTAR B, DADS AT 3 A 5 - 440 i P 40 i 1]
TTRE™ 4R D3 AT LUE I 440 i IR T
A AR ARSI A R BN, N B TP
B AL SR, 3609 H B = 41 M ) 4% BRO%E B2 W R Th g
UESEN S e 40 PR B TR, S 4 B B A i R 4
A 5. DADS b #E N B 8 MGC803 A i J5, 7Efnve 4 i s
MARSB P E A 40 Mo ) B s 05800, FFEH, FI6IR
PN A A B IS 5 A M SR IR 22, DI 4
M Beok, $E7 DADS I 40 M i A= 5 % T i 40 i
) 4 B 2 TR BV B A D¢, g 4 Pt ) S R THE
S ARE SR DS, 7 e R AR AR B
WU RO, ALP (TRt iR ) S 5 9 40 i oAb it —
Fibs EBE. AR R, DADS A% MGC803 41 ffd f) ALP
EHEIRAEREE T, HEBE DADS T+, ALP
LG PEARBE 2 T BE,  $78 MGC803 41 i 7E DADS 1% A Ji5
AT B o3 AT W) IE AT R R

i 3 DR 5 00 56 TR 0 4 i e o 2 i 26 3 A
. p53FE R 5 AR R B D) e s 2 —,
A R TV T AR O B e T, R e R T
TR R iR AR i A T A L B AR R ph3TT Y
B Bel7402/5-FU fiit 24 40 i Bk A7 s =0,
p2IWAF1 R p53 I —AN FIFEEA, p21 AR IA 5 p53
AIZFIENIGFAR B, AE 73440 i p2 1 M RIE A 5 J
At p21 76 40 B 3 A FE TR R, Ah SR 5 A KAl
HxHEBTLRS. B-Catenin W& p53-
p2IWAF1 JBEGA ST 5 PR AR /L Y. B — AN
FEDA Rb AR 4R B G HAHEN S H, = Z (Rl AH EH Y
c~Myc 8 & B 20 B HA R 255 R K dm b5 =40, 7E40 e
AT GO M) G LA e A RIA H—H 423 DNA &
R, AF G BARREE S T ga s m A S B, 2 Gl
) “HRET R XEE T TRAE AT E HepG2 Al
Morris 5123 4 EKITFEH c-Myc RIATF M. (G
i i 26 25) i B c-Myc RiZES A BIE
T, Ras FE PRI7E 240 it (RS04 i A0 ot A2 A R 4 R LA 2%
HERIME c-Myc FEHEPREH. pb3 - FHIG1/S B Ha
FMLEIF, pb3 RIFRIME 5 FE Hras ¥ SR A
TRFFIEE , (BRI IME 5 16 SR NI oidr . AR sz
HRH 2] p2 IWAF 1, pRbFRIAIE 38, Z8AF R p53, p21ras,
c-Myc FRAE 95 BIAATTLE MGC803 4 ffw il BAv it i Ay
& BUAE 5 &5 S 91 1k
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