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ABSTRACT Objective: To explore the biological functions of CPT2 (Carnitine Palmitoyltransferase2) in the migration and invasion
abilities of liver cancer cells. Methods: 1). Immunohistochemistry analysis was applied to evaluate the expression of CPT2 in tumor and
adjacent non-tumor cells from 62 patients with liver cancer. 2). Effect of CPT2 knockdown by siRNA on the migration ability in HLE
cells. 3). Effect of CPT2 knockdown by siRNA on the invasion ability in HLE cells. Results: 1). CPT2 positive staining is mainly
localized in cytoplasm with a granular distribution similar to other of mitochondrial protein. The expression of CPT2 was significantly
over-expressed in tumor tissues of liver cancer when compared with their adjacent non-tumor tissues. 2). CPT2 knockdown significantly
reduced the distance of the migration of HLE cells (siCtrl VS siCPT2#1 VS siCPT2#2 = 1.00+0.8 VS 0.67+0.42 VS 0.64+0.31). 3). CPT2
knockdown significantly reduced the number of invaded liver cancer cells in HLE cells (siCtrl VS siCPT2#1 VS siCPT2#2 = 23.34+3.51
VS 8.00+2.00 VS 8.67+1.53). Conclusions: CPT2 is significantly up-regulated in liver cancer, which promoted both migration and
invasion abilities of liver cancer cells.
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Table 1 The clinical pathological characteristics of 62 HCC patients

Variables No. of cases(%)
All 62
Age
<55 26 (41.9%)
=55 36 (58.1%)
Gender
Female 14 (22.6%)
Male 48 (77.4%)
HBV infection
Negative 11(17.7%)
Positive 51(82.3%)
AFP (png/mL)
<200 33(53.2%)
=200 29 (46.8%)
Tumor maximum diameter
<5 49 (79.0%)
=5 13 (21.0%)
Portal vein tumor thrombosis
No 56 (90.3%)
Yes 6(9.7%)
Differentiation grade
+11 14 (22.6%)
I 48 (77.4%)
TNM stage
+1 47 (75.8%)
1+ 1v 15 (24.2%)
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Fig. 1 Immunohistochemistry analysisforexpression of CPT2 intumor and adjacent non-tumor tissues of HCC

( A. Representative IHC staining results of CPT2 (upper panel, 400x; down panel, 1600x); B. Statistical results, * represents P<0.05 )
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Fig. 2 Determination of knockdown efficiency of CPT2 in HCC cells
(A. qRT-PCRanalysis, * represents P<0.05; B. Western blot analysis)
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Fig. 3 Scratch assay for the effect of CPT2 knockdown on the migration of HCC cells (24 h)

(A. Scratch photography results; B. Statistical results, * represents P<0.05)
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Fig. 4 Transwell invasion assay for the effect of CPT2 knockdown on the invasion ability of HCC cells (48 h)

(A. Invaded cell photography results; B. Statistical results, * represents <0.05)
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