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Abstract ; [ Purpose ] To investigate the expression of human mutl. homolog 1(hMLH1) and human
mutS homolog 2 (hMSH2) in sporadic colorectal cancer.[Methods] Expression of hMLH1 and
hMSH2 in 127 cases with colorectal cancer without radiotherapy or chemotherapy before opera-
tion and 20 cases of non-cancer patients endoscopically proved was detected immunohistochemi-
cally. [Results] The loss rate of hMSH2 expression in colorectal cancer tissue was higher than
that in control tissue (65.4% vs 20.0% ,x*=14.714,P<0.001). The loss rate of hMSH2 expression
increased with T staging (¥*=8.233,P=0.041),and was correlated with N stage (x*=20.235,P<
0.001). The loss rate of hMSH2 expression in patients with lymph node metastases was 87.1%
(27/31) ,higher than that in patients without lymph node metastases (54.2%) (x*=9.250, P=0.002).
The loss rate of hMLH1 expression in colorectal cancer tissue was 74.0% ,and was correlated with
T stage (y*=29.115, P<0.001) ,N stage (x*=9.807, P=0.006) ,M stage (y*=7.363, P=0.007).[ Conclu-
sion ] There is loss expression of HMLHI and hMSH2 in colorectal cancer,and immunohistochem-
istry can find mutation of mismatch repair genes easily and accurately,which can provide a refer-
ence for late treatment and prognostic evaluation.
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Figure 1 hMLHI1 expression(+) in moderate differentiated
adenocarcinoma (SP x400)

Figure 2 hMSH2 expression(++) in moderate differentiated
adenocarcinoma (SP x400)
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hMLH1 £ [ A 65128 50 74.0%(94/127), W 8 & F
Xif B 20 i 28 4 4 30.0%(6/20)( y’=15.391, P<0.001),
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87.1% (27/31), JC itk [0 45 % B B & 48 f] B &
hMSH?2 # 1 3R IA 6K 30 54.2%(26/48) , 22 541 5t
A L(¢=9.250, P=0.002) , A AL F5 7211 18
B hMSH2 5 1 R IR B 25K 100.0%, Toim Ak
B RS 109 M) L H hMSH2 & (1 ik Bk R R
59.6%(65/109), ZSAHSH¥E X (¥=11.118,P=
0.001), hMSH2 #& 1 &Ik G R 2 5k 51 AE IS i

K/NBITES (Table 1),

[ hMSH1 2 1 3R 3k 6k 28 S8 bl T 43 1014 i
Hom, ZRA% R L ($=29.115,P=0.000);
hMSH2 # H & Ak 5 N 4 (¢=9.807,P=
0.006) M 43 (y’=7.363, P=0.007) 43 % , i 5 7 51
AR R /N JE G (Table 1)

2.3 hMSH2 %1 hMLH1 ik 48 <

hMSH2 1E % Fik 1Y 44 6] B 5 )hMLH1 & A
1EH 2RiK 26 1911 (59.1%) ; 7£ hMSH2 25 [ # A 6l 2% 1)
83 fi £ # h ,hMLH1 2 [ 3R ik 6k 2k 76 # , ik
91.6% ,hMSH2 FI hMLH1 % [ % ik 1) Spearman #f
K ZR KM 0.550, P<0.001

Table 2 Relationship of hMSH2 and hMLH]1 expressions

hMSH2 N hMLHI(%)
Normal Loss
Normal 44 26(59.1) 18(40.9)
Loss 83 7(8.4) 76(91.6)
Total 127 33(26.0) 94(74.0)

Table 1 Relationship of hMSH2 and hMLH1 expressions and the clinicalpathological features in colorectal cancer

hMSH2 HMLH1
Features
Loss number  Loss rate(%) X p Loss number  Loss rate(%) X P
Gender
Male 76 49 64.5 5 69.7
0.065 0.799 1.802 0.180
Female 51 34 66.7 41 80.4
Age(years old)
=50 79 54 68.4 0.831 0,362 58 73.4 0.039 0.844
<50 48 29 60.4 ’ ’ 36 75.0 ’ |
Tumor size(cm)
>4 78 53 67.9 56 71.8
0.601 0.438 1.929 0.165
<4 49 30 61.2 38 77.6
T stage
T, 9 4 44.4 5 55.6
T, 28 14 50.0 11 39.3
8.233 0.041 29.115 0.000
Ts 47 31 66.0 44 93.6
T, 43 34 79.1 34 79.1
N stage
No 74 37 50.0 48 64.9
N, 25 24 96.0 20.235 0.000 24 96.0 9.807 0.007
N, 28 22 78.6 22 78.6
M stage
M, 109 65 59.6 76 69.7
11.118 0.001 7.363 0.007
M, 18 18 100.0 18 100.0
Defferetiation
Well 9 6 66.7 5 55.6
Moderate 87 48 55.2 14.873 0.001 58 66.7 14.921 0.001
Poorly 31 28 93.5 31 1000
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