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H OZE.HE RdLAmEEF Kras AR RETREFAMRILE TR TF, Hix KA #E M COLD-PCR # 7 % o

#7560 Fl 25 AWk & Koras AR RERE., R 560 41 &4 Koras KB EARR TR 27,080,128 #l oo RAFA R K H 4 0,432
PIRAF AR TR H 27.08%. ®EEH G4 G12S.G12C.G12D.G12A . G12V G13R.G13C.G13D. Q61K . Q61L,2 # K F] K-ras
AR EEFRE, ZFA L FEELP<0.000 1, 362461 B &H M RLFEH 20.44%, &3 G125.G12C,G12D,G12V,GI3R,
G13C.G13D.Q61K.Q61L;198 #l ki B F e R L £ 4 21.72% . &4 G12S.G12C.G12D.G12A,G12V G13R.G13D., R R & 7| 14
Kras AR XX R B ZFALHFELP=0.722 7, 80 B FREFGRELTF A 20%., &4 G125,G12C,G12D,G12V,
G13D;127 4] F 4 & F 69 £ & F 4 33.07%, &4 G12S.G12D.G12A.G12V . G13R.G13C.G13D. Q61K . Q61L;353 4] % 4 & %
REFEH 16. 710, &4 G12C,G12D.G12V GI3R . G13D. R [ # 1] K-ras K B % LR 4. 2 F A 43 5 & L(P=0.000 5),
i S60B LA EEH Kras AR R T XA %4 G12D.GI12V.G13D. Kras A A E T A FRRAAAA LA  RE £ R 1H AL £
Fo R R AR EF .
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Analysis of K-ras gene mutation status in 560 Chinese colorectal cancer patients
YAO Hui .ZWANG Jichua LI Li . GONG Jinlan WU Xiao feng .CHEN Fenghua”
(Shanghai Shidong Hospital ,Shanghai 200438 ,China)

Abstract; Objective To analyze the mutation status of K-ras gene in colorectal cancer patients, further more, to provide guid-
ance for personalized therapy for colorectal cancer. Methods Nested and COLD-PCR were used to detect the K-ras mutations in
560 patients with colorectal cancer. Results In 560 colorectal cancer patients, the total positive rate of K-ras gene mutations was
27.08% ,the mutation rate was 0 in 128 plasma samples and it was 27. 08% in 432 tissue samples. The mutate sites were G128,
G12C,G12D,G12A,G12V,G13R,G13C,G13D, Q61K, Q611 , there were significant differences existed in different samples (P <C
0.000 1); the mutation rate of 362 male patients was 20. 44 % and the types of mutation include G12S,G12C,G12D,G12V,G13R,
G13C,G13D, Q61K and Q61L. The mutation frequency was 21. 72% in 198 female patients, the mutation points were G12S,G12C,
G12D,G12A,G12V,G13R and G13D. There were no significant difference between different sex (P=0. 722 7); the mutation fre-
quency was 20% in 80 youth patients including G12S,G12C,G12D,G12V,G13D and the mutation rate was 33. 07 % in 127 middle
age patients, the points of mutation were G12S,G12D,G12A,G12V,G13R,G13C,G13D,Q61K,Q611L.,the mutation frequency was
16.71% in 353 old age patients, the types of mutation include G12C,G12D,G12V,G13R,G13D, the difference was significant a-
mong different age patients (P=0. 000 5). Conclusion The total rate of mutations is 27. 08 % in 560 colorectal cancer patients,and
the main points of mutation is G12D,G12V,G13D. There are significant differences in different type of samples as well as in differ-
ent ages,but no statistical significance in different sex patients.
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COLD-PCR Ml F¥E F T I K-ras £ 5748, (1) PCR §" 14 .
#H PCR J5 ik # 465 bp KA B, FTHEI¥ . E 1w 5-GTC
GAT GGA GGA GTT TGT AAA TGA AGT-3', )& |7 5'-TTC
AGA TAA CTT AAC TTT CAG CAT AAT TAT CTT G-3/,
10 uL PCR 2 Mifh % . {345 0. 25 mM 1§ ANTP.0. 5 M 3]
¥5.0.5 A7) Taq DNA A BFFI 10 ng MEHR DNA, 95 °C
FiAE ¥ 3 min. 32 AN IEIEIR .94 °C 30 5,57 °C 30 5,72 °C 30
sy 8RJ5 72 °C 45 5 min, (2)COLD-PCR:COLD-PCR } ¥ H
FH 3 155 bp W/NA BE. BTFSIY: E# 5-GTC ACA TTT
TCA TTA TTT TTA TTA TAA GG-3', x5 5'-TTT ACC
TCT ATT GTT GGA TCA TAT TC-3'. 50 pL fJ PCR % i
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G12V.G13R.G13C.G13D. Q61K . Q61L; 198 fi] 4 Pk & % i 58
AR Sy 21, 72%, 43 FE G128, G12C, G12D, G12A, G12V,
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MR AR FR ol 20% , 8 A8 5 M40 4F G12S,G12C, G12D,G12V,
G13D;127 Bl 4 B F R AE R R 33. 07%, L §§ G128,
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n=128)  (=432)  (W=0) n=362)  (n=198) (n=80) =127 (n=353)
G128 GGT>AGT 0(0) 5(1.16) 0(0) 2(0.55) 3(1.52) 2(2.5) 3(2.36) 0(0)
GI2R GGT>CGT 0(0) 0(0) 0(0) 0(0) 0(0) 0(0) 0(0) 0(0)
Gl12C GGT>TGT 0(0) 5(1.16) 0(0) 3(0.83) 2(1.0D 1(1.25) 0(0) H1.13)
G12D GGT>GAT 0(0) 511181 0(0) 28(7.73)  23(11.62) 11(13.75) 21(16. 54) 19(5. 38)
G12A GGT>GCT 0(0) 1€0. 23) 0(0) 0(0) 1€0.51) 0(0) 1€0.79) 0(0)
G12V GGT>GTT 0(0) 25(5.79) 0(0) 18(4.97)  7(3.50) 1(1. 25) 9(7.09) 15(4. 25)
G13S GGC>AGC 0(0) 0(0) 0(0) 0(0) 0(0) 0(0) 0(0) 0(0)
GI3R GGC=>CGC 0(0) 2(0. 46) 0(0) 1€0. 28) 1€0.51) 0(0) 1€0. 79) 1€0. 28)
G13C GGC>TGC 0(0) 1€0.23) 0(0) 1€0.28) 0(0) 0(0) 1€0.79) 0(0)
G13D GGC>GAC 0(0) 25(5.79) 0(0) 19(5.25)  6(3.03) 1(1.25) 43.15) 20(5. 67)
GI3A GGC>GCC 0(0) 0(0) 0(0) 0(0) 0(0) 0(0) 0(0) 0(0)
G13V GGC>GTC 0(0) 0(0) 0(0) 0(0) 0(0) 0(0) 0(0) 0(0)
QBIK CAA>AAA 0(0) 0(0) 1(0.23) 1€0.28) 0(0) 1€0.79) 0(0) 0(0)
Qs1L CAA>CTA 0(0) 0(0) 1€0.23) 1€0.28) 0(0) 1€0.79) 0(0) 0(0)
Q61H CAA>>CAT 0(0) 0(0) 0(0) 0(0) 0(0) 0(0) 0(0) 0(0)
&it 0(0) 27.08 0(0) 20. 44 21.72 20. 00 33.07 16.71
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