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ABSTRACT Objective: To investigate the expression of acidic nuclear phosphoprotein 32A (ANP32A), Ataxin-3 and four half LIM
domain proteins 1 (FHLI1) in colorectal cancer and their relationship with liver metastasis. Methods: The protein levels of ANP32A,
Ataxin-3 and FHL1 protein in 120 cases of colorectal cancer were detected by immunohistochemistry, the positive expression rate was
analyzed. Among thems, 44 cases with liver metastasis were regarded as liver metastasis group, 76 cases without liver metastasis were re-
garded as non liver metastasis group, the positive expression rates of ANP32A, Ataxin-3 and FHL1 were compared between the two
groups, the influencing factors of colorectal cancer liver metastasis were analyzed, and the correlation between ANP32A, Ataxin-3 and
FHL1 protein were analyzed. Results: The positive expression rate of ANP32A protein in colorectal cancer tissues was higher than that in
adjacent tissues, and the positive expression rates of Ataxin-3 and FHL1 protein in colorectal cancer tissues were lower than those in
adjacent tissues (P<0.05). Univariate analysis showed that the positive expression rate of ANP32A protein in liver metastasis group was
significantly higher than that in non liver metastasis group, and the positive expression rates of Ataxin-3 and FHL1 protein in liver metas-
tasis group were significantly lower than those in non liver metastasis group (P<0.05). The proportion of patients with low differentiation,
T3-T4 invasion depth and lymph node metastasis in liver metastasis group was significantly higher than that in non liver metastasis group
(P<0.05). Multivariate logistic regression analysis showed that positive expression of ANP32A protein, low differentiation of primary
cancer, depth of invasion T3-T4 and lymph node metastasis were risk factors for liver metastasis of colorectal cancer (P<0.05). Positive
expression of Ataxin-3 and FHL1 protein were protective factors for liver metastasis of colorectal cancer (P<0.05). Spearman correlation
analysis showed that the positive expression rate of ANP32A was negatively correlated with the positive expression rate of Ataxin-3 and
FHL1(P<0.05), and the positive expression rate of Ataxin-3 was positively correlated with the positive expression rate of FHL1 (P<0.05).
Conclusion: The high expression of ANP32A and the low expression of Ataxin-3 and FHL1 are closely related to the occurrence and liver

metastasis of colorectal cancer. Positive expression of ANP32A, low differentiation of primary cancer, depth of invasion T3-T4 and

* R TH K AR A X I H (81560472)
PEF TS 0 (1993-), 58 WL AEBE BRI, B )7 i« 45 P , E-mail: wt18208806737@163.com
b B A EWE(1967-), 5 -1, EAT BRI, BFFE )7 161 : 45 LA, E-mail: liyunfeng@medmail.com.cn
(Wi H#1:2021-03-15 432 H 191:2021-04-11)



DREYESSHE  biomed.cnjournals.com Progress in Modern Biomedicine Vol21 NO.21 NOV.2021

- 4109 -

lymph node metastasis were risk factors for liver metastasis of colorectal cancer. Positive expression of Ataxin-3 and FHL1 protein were

protective factors for liver metastasis of colorectal cancer.
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Table 1 Comparison of ANP32A, Ataxin-3 and FHL1 protein expression in colorectal cancer tissues and adjacent tissues

ANP32A Ataxin-3 FHL1
Groups n Number of Number of Number of
» Positive rate( % ) » Positive rate( % ) o Positive rate( % )
positive cases positive cases positive cases
Cancer tissue 120 70 58.33 48 40.00 39 32.50
Paracancerous tissue 120 23 19.17 112 93.33 108 90.00
X 38.780 76.800 85.581
P 0.000 0.000 0.000

R 2 HEMEEBZMERNRERZRSM (%)

Table 2 Single factor analysis of influencing factors of colorectal cancer liver metastasis [n(%)]

Liver metastasis group

No liver metastasis

Factors (nd4) aroup(n=76) X P
Gender 0.089 0.766
Male 26(59.09) 47(61.84)
Female 18(40.91) 29(38.16)
Age( year) 0.001 0.980
<60 25(56.82) 43(56.58)
2 60 19(43.18) 33(43.42)
Location of primary cancer 0.008 0.928
Colon 27(61.36) 46(60.53)
Rectum 17(38.64) 30(39.47)
Diameter of primary carcinoma(cm) 0.080 0.777
<5 29(65.91) 52(68.42)
> 5 15(34.09) 24(31.58)
Differentiation of primary carcinoma 4.111 0.043
Medium low differentiation 37(84.09) 51(67.10)
High differentiation 7(15.91) 25(32.89)
Invasion depth of primary carcinoma 12.950 0.000
T1~T2 10(22.73) 33(43.42)
T3~T4 34(77.27) 43(56.58)
Lymph node metastasis 27.612 0.000
Yes 38(86.36) 28(36.84)
No 6(13.64) 48(63.16)
ANP32A 4.200 0.040
Positive 31(70.45) 39(51.32)
Negative 13(29.55) 37(48.68)
Ataxin-3 4.689 0.030
Positive 12(27.27) 36(47.37)
Negative 32(72.23) 40(52.63)
FHL1 6.492 0.011
Positive 8(18.18) 31(40.79)
Negative 36(81.82) 45(59.21)
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Table 3 Multivariate logistic regression analysis of influencing factors of colorectal cancer liver metastasis

Variable B SE Wald P OR(95%CT)
ANP32A positive 0.254 0.132 4.042 0.042 1.403(1.226~1.667)
Ataxin-3 positive -0.242 0.105 4.652 0.035 0.472(0.235~1.727)
FHLI positive -0.178 0.116 5.092 0.018 0.607(0.404~1.993)
Poorly differentiated primary carcinoma 0.223 0.148 4.116 0.040 1.472(1.153~1.708)
Invasion depth of primary carcinomaT3~T4 0.344 0.209 10.192 0.000 1.767(1.442~2.056)
The primary cancer had lymph node metastasis 0.312 0.216 25.021 0.000 1.942(1.708~2.208)
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