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Abstract : Objective To investigate the correlation between KRAS gene mutations and their clinical, path-
ological,and laboratory characteristics in patients with colorectal cancer. Methods KRAS gene mutation de-
tection was performed using the Mutation Amplification System PCR (ARMS-PCR) method. 297 colorectal
cancer patients were divided into [KRAS wild-type (KRAS-WT) group and KRAS mutant type (KRAS-MT)
group] based on their KRAS gene mutation status. Data on patient gender,age, primary site, metastatic infil-
tration, TMN staging, pathological type, differentiation degree, immunohistochemistry, and serum tumor
markers were collected. Statistical analysis was performed. Results Among 297 colorectal cancer patients,the
total mutation rate of KRAS gene was 47. 81% (142/297) ,with the highest mutation rate at the locus on exon
2,accounting for 35.69% (106/297). Compared with the KRAS-WT group,the KRAS-MT group had a higher
proportion of patients with the primary site being the right colon and females (P <C0. 05). There was a statis-
tically significant difference in the proportion of Ki67 positive cells among the exon 2 mutation group.the exon
3 and 4 mutation group,and the KRAS-WT group (P<C0.05). There were statistically significant differences
in serum CEA and CA199 levels among the exon 2 mutation group.exon 3 and 4 mutation groups.and KRAS-WT
group (P<C0. 05). Conclusion There is a certain correlation between KRAS gene mutation types in colorectal
cancer and different clinical, pathological,and laboratory characteristics of patients, which could provide clues
for the clinical diagnosis and treatment of colorectal cancer.
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70% 94 i (31. 65%) . Bl 62 41 (20. 88%) .

2.2 KRAS-WT 4 H KRAS-MT 4 it J& 5 $AR1E L



. 3032 - Erte i EF ek 2024 4 12 A% 45 %% 24 31 Int ] Lab Med,December 2024, Vol. 45,No. 24

B 5 KRAS-WT 4 3, KRAS-MT 4 5 & &8 1i H g1 KRAS WT A KRAS MT 4% Rk RS 1E
Hi 2450 R Ao B HE R (P <<0.05) . WL 1, bR (7))
x1 KRAS-WT A KRAS-MT 41 Iifs 5k 9% I8 4 4F o KRAS-MT 41 KRASWT 41 ,
teBn(%)] o (n=142) (n=155) P
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AR KRAS-WT 4 H P
% 3.4 TR TR %52 BANE FRARY
CEA(ng/mL) 12.32(5.19,50. 63) 5.80(2.31,25.87) 4.33(1.99,24.53)" 6.505 0.039
CA199(U/mL) 37.46(11. 08,352, 20) 20.92(8.76,134.10) 11.06(6.27,26.55)™ 14.505  <<0.001
CA724(U/mL) 4.31(1.68,11.08) 2.28(1.27,8.27) 2.99(1.31.8.30) 2.313 0.315
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2 Ko Ay T A WA AE L 22 5 S B R AT R 2 A
AL AN R, ELF ) R 7 AOR R TG 45 . %A i
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REfFE—E M2 5 WA A R 2R 4 F 20 B 7 3R
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KRAS-WT #H (P <<0. 05),3% 5 JONES 2™ {1 B 5%
SERAML, X g R IR 5 R KRAS LR 2248
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HAEHN CRC BE AL TG EM IR 1.

ZE TR ARHIEZE [ B 20 A T AT 5 AR 2 TR
BEft 297 i) CRC Hu 3 B9 KRAS 3 [H 28 45 4% i, I *f
CRC i KRAS % [H & 5 1 R BLERAE B2 52 56 %
FEARVEAT TR R0, KB KRAS 3 K %48 i CRC
BRI R A 45 otk Ki67>T70% B
LU B R, O R A AR CEAL CA199 /K P B &
KRAS JEH A8 5 CRC B #43 I PR e B K 52 38 =
FRAEARAE— B Ik R (075 58 2 99 9 iF 9% — 25 4iE 52
KRAS 3 H R 45 76 CRC &4 & e ad 72 59 /5 AL
il S BT EGFR #E[a] 35 97 19 R0 V4 A 9 1 0t f
ik — 05T .
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