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Tab 1 Primer sets used in analysing ras mutation
Priming . Restriction .
. Primer sequence Product (bp) Result analysis
reglon en /ymes
H-ras-12 5 CAGGGCCCTCCTTGGCAGGS 170 Hpa /M SPI wild 66+ 56+ 48 bp
5 GTCGTATTCGTCCACAAAATGGS mutant 122 48 bp
Hras61 5 ACGTGCCTGTTGGACATCCT3 95 BstN 1 wild 600 20k 15 by
5 CACACAGGAAGCCCTCCCCT3 mutant 75 20 bp
K-ras 12 5,ACTGAATATAAACTTGTGGTAGTTGGACCT3' 157 BstN1 wild 114+ 2% 14 bp
5 TCAAAGAATGGTCCTGGACCS mutant 143+ 14 bp
N-rasl2 5 AACTGGTGGTGGTTGGACCAS 98 BstN | wild 79 19 bp
5 CTCTATGGTGGGATCATATTC3 mutant 98 bp
13 it 4 183. 8 20. 5 min ! _MNNG  UDS
t . P <0.05 (P <0.01)
,P <001 2.2 F R LR min L POT L
5 M NN G 1 LPO
,204d ) , 1= 30
21 MNNGXHE #BREH ML UDSH #h LPO (P <0.01),404d
UDS 70.4- 12 S5min', MNNG UDS (P> 0.05)( 2)
2 MNNG LPO (mmol/mg )(xts)
Tab 2 Lipid peroxide contents at different time in GEC treated with MNNG (x* s)
Time (d)
Groups
1 5 10 20 30 40
Control 3,49+ 0. 51 3.62+ 0. 54 3. 62+ 0. 54 3.62+ 0.54 3. 35+ 0. 49 3.52+ 0.46
MNN G 5.48+ 0. 64 5.95- 0. 65 6. 43 0. 63 7. 42+ 0. 68 5. 53 0. 69 4.05= 0.52
*: P <0.01 vs control
23 mind Kk 2 4 HIFPERET AT
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Fig 1 GECgrowth curve of control and MNNG (P <00h( 3

treated groups
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Fig 2 GEC grew into multilayers after treated with MNNG (LM< 400)
3 (TEMX 10000)
Fig 3 Cave of nuclear membrane in the transformed cell ( TEMX 10000)
3 ras p21 (4 )(EEs) s
Tab 3 Contents of ras p21 in GEC treated with MNNG .
(A value) (Z- s) DN A S
Time (d
Groups W DN A ’ DN A
10 20 30 40 ’ S DN A ’
Control 0.58-0.07 0.52£0.08 0.53+0.08 0.5H 007
DN A UDS
MNN G 0.98 009 108 0.1F 1.12£0.1F L 2H 0 12
MNN G
P <0.00vs control UDS,  MNNG UDS
g s MNN G DN A
27 rasHhBERE HAT
MNNG DN A PCR
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v K-ras 12 N —ras 12 ’ DN A s
,MNNG )
LPO ,20d ,30 d
3 , ,40d
MNN G , MNNG 30d
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Observation on malignant transformation of human gastric epithelial

/
cells induced with N-methy-N —nitro-N-nitrosoguanidine
Liu Wei, Fang Dianchun, Liang Houjie, Iiu Weiwen ( Department of Gastroenterology, Southwest Hospital, Third

Military Medical University, Chongqing, 630038)

Abstract

The induction of the malignant transformation of human gastric epithelial cells ( GEC) cul-

tured in vitro with N—methy]—N’ -nitro-N -nitrosoguanidine (MNNG) was observed. It was found that the cell

proliferative rate, the level of unscheduled DN A synthesis, the contents of lipid peroxidation products

(LPO) and the concentrations of ras p2l in the GEC at various phases in the group treated with MNNG w ere

significantly higher than thosein the normal control ( 7 < O 01). Our findings suggest that MNN G can in-

duce the malignant transformation of GEC through damaging their DN A and provoking LPO or causing ab-

normal expression of ras p21.
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