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Abstract: Medicine efficacy and cancer recurrence or metastasis are the main factors which in-
fluence the prognosis of patients with colorectal cancer. With the research progress in oncologic
molecular biology,some related new markers appear. Among these markers,gene related tumor
markers are more interested in research,such as ras, BRAF,C-erbB-2, MMR,PIK3CA, PI3K,
PTEN ,etc. The mutation and dysfunction of these genes can influence the occurrence,develop-
ment, treatment efficacy and prognosis in colorectal cancer. So they are becoming the hot spots
of research now. In this paper,the relationship of these gene related tumor markers with treat-

ment efficacy and prognosis of colorectal cancer were discussed.
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PEFAL Y F 8RN 22—, K-ras 5L A] 8 55— fip
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LR B R TR TNM 43 9k B &5 7 B Rt A o
F A X3S P>0.05).
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N TCHE AR OG, 2P0 2 FRPTIA YT I —
SR E LR VLS, AT LI A58 HE A 58
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73 1 #8445, , Antonacopoulou 55 "8 T PEA C-erbB-2
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i RCE IR A1) | S R AR A A IR s B A
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/NTF 50 % 25 g 9 F A RN X R % B T MMR
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5 PIK3CA #2 PTEN
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LU PTEN BHYE 3R 53.3%(32/60), & & K T 1%
R b B 2H 20 £ BHPE 2% 100.0%(60/60) ., 7E 45 21241
R E L IRE PTEN & H R B R RS
73.3%(22/30), % & TR A6 IR 27.3%(6/22).
PTEN & 1 ) 235 5 455 88 A G (P<0.05), 4R
PTEN 5& K1 5 o028 5 K e 16 A ke %% V) A
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WL ZE 5 R K TNM 334 B R i AH G (P<0.05),
Hm BB 2R IE AR . AR PTEN 7]
)i i PI3K/AKT/VECF/eNOS il #% 3% 75 VEGF 4¢
T AE 5 M IS T B, AT S ) Y 2 BT
(97 540, PIK3CA JEH 5848 5, PTEN 2% 335 /& 35 7] i
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PR, FL45 5 I PR e B pof g - 144

VT % % F PI3K .PIK3CA .FFEN 5 fift 4 1fiL 45 J&
B 6 22 R R 5T R, PR AST  3H BE T A ) YR T
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S R AR

6 B E
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BT B 2597 RO AT IR, 45 BRI R AR
Z )2 AR OCI , AT B A b AN A5 T, HLAS []A4>
PRI 701 3 B 5 AL 15 S A AR Rt S —
SE SR 78 R A e A8 SO0 T3 140 ) T R S 25 W VR
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