[n] 45 L 51 2% CER— 7R 20034E7HA

I e b 3 0 AR 45 45 PCR—SSCPHg AR S BT R Bl A% AL TR A5 70 il Al e % e A

X RS R KA R AR 2 Vo kA B HE D) EREAT SR 2 W AR 3 e . AWT SR O A #1455
PCR-SSCPELAR I HTK-ras AT TG /i SAL, M I3 37K 18 N e R Sl % R AR 20 Jo e R i A 0 IR AP 5 7 A
rEREw, k.

1 MRS TE

1.1tk

1.1.1 3 374JWBALB/c 12 K, MERES -, ~PEMATELS ¢ (W H MK DavisahP skt
L) o PR FERI0. 3 ml A 4N IkAS49 (1 X 106/ M40l /ml) , 8JEJG, ALFEARR, HOSUMIAEZIZE, 10%+
PEME /R SRS, A, 4 pmd@E8:0)h, RS, WiREIEW], HERL.

11,2 FZAH A EAMK, PCR WA [f45INTP. PCRZEMM . MgCI2. Taqlf] A3 [
PromegaZywl =t AR (5 JT Baker A +]) s MALAFI G (32[EBio-RadAH]) F=fh; PixCell
2003806 254t i 43 FY (e EArcturus A #]) o

1.2 Jik

.21 WOt Rrdn iy SIacrsgnm  Wass SEDI, 2BIRR BN LN E T i kL, FRid n] BE
&5 AL, PixCell 20006 BN FIOC T, P BEAIN, OB &, HER1.5 nl 2&H30
pl DNAVHALIE (B 1K 0.2 mg/ml. 1 mol/L Tris 2.5 ml. 0.5 mol/L EDTA100 pl, 250 pl Tween 20
F47.15 ml ZM/K) Heppendrof &P, 50 C/KHIERA, 95 CHIHALNELO min, -20 CLRAFSH.

1.2.2 PCR-SSCP4R 4t

1.2.2.1 PCREIM I gt LR HIK-rasHE RS 1250 812054 .

T IKPCR P1&: 5 —GGCCTGCTGAAAATGACTGA-3", P2Jy: 5’ ~GCACCAGTAATATGCA-TA-3" . PCR¥ 4%
P RNBARARS0 pl, HF4XdANTP 2 pl, Tagf§l. 0 U, 10Xbuffer 2 pl, 54450 pmol/L. 95 C 1
min, 55 C 1 min, 72 ‘C 1 min, 50 pl, 30MMEH, 72 CHEH10 min,

FRKPCR P1&: 5 —GACTGAATATAAAC-TTG TGGT-3", P24: 5 —TGTTGGATCATATTCGTC-3" . PCR¥ M4
PE: B RPCRIN =T wl, RSB L, 95 C 30 s, 55 C 1s, 72 'C 1 min, 203, 72 C
FEMRL0 mine 2%Z5¢ bl Aok e W vk A I 164 4 o

1.2.2.2 SSCP ARSI HE AR vk Al 45 28, BN pl —IRPCRI N ™4, INid >4 i 28 17K 5 S5 AR
IIFESE i (100% FH LR, 0. 05% —F2RT, 0. 05% MY %) V4G, LLCANAGTANTGT AR (1) i 40 Bk A 1F & it
PLUEAXTI. 90 CARMES min, SERUEIKG . RNMGELIZE R YK, HH200 V, Hi T3 he

1.2.2.3.3 WP RABWEANGE. 10%LEE+K LFRHFECH 20 min, 4RYL110720 min, 10% L%
1R 10 mine PPzKHE 3.,



2 R

SR ZAD) P b L e 22 3 T A R J R et T P AL (BT, 2) B Lk A A s e A, (EL 4 B
b, HERL( W SR i A AL 240 e B, 5 R ARG R AL

BT BREURS R R A P il mT SE R R g 4 ikt (HE,  X(100)
Fig.1 Suspecious metastatic cancer cell foci in the lung of nude mice with the
implanted tumors (HE, X100)

K2 H BRI il R AR R (HE, X(100)
Fig.2 Benign proliferatve lesion in the lung of nude mice with the implanted tumor
(HE, X100)

HEGL (IR0 A v] BEFE RS S 0 B INK -rasSERI S84, SEARRAGAGT, 125 R ok [RPERE A PR AL R L
K-rasF&[H o4y, HEFAERIK-rasFE [ (GGT) (K3) .



Marker Mutant type  Mutant type Wild type E’fﬁtﬂﬂt 1}"pe. 2y Wild
(AGT) (AGT) (GGT) (TGT) (GGT)
sample positive control sample positive control  normal control

I3 A B R R A 2R 0 - 40 ) B A 5 22 A MR A
Fig. 3 Analysis of single—strand conformation polymorphism of the tumor cells in the
lung of the tumor-bearing nude mice

3 e

WA FIF AR L 20290 ARHT HE B IR — T0AE Wi ™ A 2D B BEE AN B, Hir 2k
JitgRg 40 i 2 1 AR E R L T . AU EI R R I T R AE G SRS T LA, KR EIAR
114 H SO G N SRE . Emmert-Buck (1996) FlBonner (1997) 2543 A 7EScience 4 & FHRIE T OG5  #
BRI SR BN I T1] (2] o FRATIAE SE B R A R v A4 25 B0 Ao BB AR B AR B T & B E R 57
i sk W, HHTEOCRHEIIEIR B G S, HrE N WA RS2 Z N, A OGZBR BT HE L
b

WO WA IR AR A IR it R A B2 W TAE TP I E 2 T R, Chang[3] &5 HIOE Wl sr F4%
AREEGDNAFEH1 3 4 A LI Jge e vh i WK -ras KR 123505 1 (5848 Lax [4] S5 HEOG R BIHE AL &
PCREZAKT M5 3B I MIK-ras BRI TORAL,  LAAE by -1 55 P9 JRASE R AN SRR T 28 01 12 W ) -1 B AR
i Milchgrub[5] SEHRIE 16+ — 5 W2 A S I Kk B Jieg Rer Sk L 45 R0, R IO Ao BIBOR
SR A S B IR S B SO LA R R AL U SR IONA,, 22 Z2 38T LR AR ICIPCREIA
IR TAE T F R DR SOE, 45 R RIS bR A B AT Rk AL, Uk s 3k 5 e J B itk 2
SEEERS IR A ML) R R IR B 4R .

PCR-SSCPARYLH AL AEPCR I FE il EIEATSSCP, X KRR AL W, A BOR H T C o 5 A 5842 (4
p53FEM . K-rasHEI]) FHDNA 25 25 2 (1) bR i e Al iy s 22 FBe (61 [7] [8] .

Dillon[9] ZRIMOL BB B R % A PCR-SSCPHARHIGH A b thp53 I ATK - ras ST T
YT, NPT IR 45 G B PR T AT 250 58 1 BE DR R 3B o ANBIFE I AR i 20 K -ras JE AT LA
JeILGEARHAY, of N il 4 SRS R A TR B Bt B T ek AN R P 8 5 M kAT TS s b, &5 S BOR T Bk e i
IE40 A EK-rasHE IR, SEARRANAGT, 1My R LS 1Mk 40 K -rasHE R, B 4 RIK-ras A
(GGT) .

Zr BITR, WOG R BRI S5 G PCR-SSCPAL AR /3 HTK-rasHE I TLRAE, Rl s kA R PE 45
P AL B S 2 WA R
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