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Connection of exportin 5 expression to clinicopathologic
characteristics and prognosis in patients with hepatocellular
carcinoma
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Abstract Objective: To investigate the expression of exportin 5 (XPOS) in hepatocellular carcinoma (HCC) tissue and its
relations with clinicopathologic characteristics and prognosis of the patients.
Methods: The protein expressions of XPOS in 92 specimens of HCC and paired adjacent liver tissue were
determined by Western blot and immunohistochemical staining, respectively. The relations of XP0S expression
level with the clinicopathologic features and prognosis of HCC patients were determined by statistical analyses.
Results: The expression levels of XPOS protein in HCC tissue was markedly higher than that in adjacent liver
tissue. The XPOS expression was significantly associated with the tumor size, degree of differentiation, clinical
stage, distant metastasis and liver cirrhosis of the patients (all P<0.05). The 1- and S-year disease-free survival

rates and 1- and S-year overall survival rates in patients with high XPOS expression were significantly lower than
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those with low XPOS expression (46.8% 15.78.5%, 20.3% vs. 37.4%; 75.9% vs. 91.2%, 36.1% vs. 58.8%, all P<0.05).
High XPOS expression was an independent risk factor for either disease-free survival and overall survival in HCC
patients (P=0.036; P=0.013).
Conclusion: XPOS expression is increased in HCC tissue, and is associated with the malignant profiles of HCC
and unfavorable outcomes of the patients.
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Figure 2 Immunohistochemistry staining for XPOS protein expression (x100)

2 & R

2.1 Western blot # ill XPO5 #£ HCC AL H /Y
Fixk
Western blotfz 45 R 7k, XPOSEHHFEHCC
AP F A T T RS (E1) .

1 2 3 4 5
N T N T N T NTNT

N D e e e e > = D

1 Western blot #&ill XPO5 EEAFKIE  N: 544
T: HCC g4
Figure 1 XPOS protein expression determined by Western blot
N: Ajacent tissues; T: HCC tissue
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Table 1 Relations of XP0S expression with clinicopathologic features of HCC patients [n (%)]
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i 12 (30.0) 17 (32.7) ’ . KoMk 17 (42.5) 35 (67.3) :
iy (%) I R 3H
< 50 18 (45.0) 30 (57.7) I.1II 20 (50.0) 15 (28.8)
= 50 2 (550) 22 (423) 0.226 1. 1v 20 (500) 37 (712) 0.038
HbsAg A7
B 8 (20.0) 11 (21.2) 0.892 o 28 (70.0) 15 (28.8) <001
FHPE 32 (80.0) 41 (78.8) ’ A 12 (30.0) 37 (71.2) ’
Mg AR/ Cem ) AL
<5 17 (42.5) 10 (19.2) e o 13 (32.5) 5(9.6) ool
~5 23 (57.5) 42 (80.0) : 4 27 (67.5) 47 (90.4) <
AFP (ng/mL) AR
<20 22 (55.0) 25 (48.1) I 18 (45.0) 17 (32.7)
> 20 18 (45.0) 27 (51.9) 0-510 el 22 (55.0) 35 (67.3) 0.228
100 —XPO5 fk k4l 100+ —XPOs5 L &ik4
——XPO5 ik —XPO5 kA
_ 80 P<0.01 80 P<0.01
X =
— E 604
A0 i
i I
= L 40
E =
I_R <
20
0_ T T T T T T 0_ T T T T T T
0 20 40 60 80 100 120 0 20 40 60 80 100 120

il () B B (1) B

3 7[R XPO5 &Ri&KFE HCC BEREFME

Figure 3 The survival curves of HCC patients with different XPOS expression levels
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Table 2 Univariate and multivariate analysis of risk factors for disease-free survival in HCC patients

o oy HRE T EASEii

I R HR (95% CI) b HR (95% CI) P
M (B 4) 1.234 (0.635~2.423) 0.501 —
R (550 %/ < 50%) 1.013 (0.662~1.989 ) 0.736 — —
Jitga K/ (55 em/ < 5em) 1.817 (1.078~2.938) 0.026 1.019 (0.911~1.321) 0.198
HbsAg rJat ( BHYE / B ) 1.023 (0.980~1.069 ) 0.303 — —
AFP 7KF (>20 ng/mL/ < 20 ng/mL) 1.232 (0.743~2.054 ) 0.367 — —
AR (IR, K/ @, ) 1.118 (0.780~1.701 ) 0.182 — —
PR (I, IV/L, 11) 1.888 (1.642~2.473) 0.038 1.166 ( 0.872~1.667 ) 0.383

RNER (41 T6) 1.286 (1.031~1.792) <0.01 1.446 (1.142~2.028) 0.025
stk (A /7 76) 1.238 (0.948~1.628 ) 0.044 1.321 (0.821~1.738) 0.258
MAE=E (A /78 ) 1.849 (1.343~2.558) 0.035 1.903 (1.098~4.229 ) 0.032
XPO5 Fik (& /%) 1.883 (1.422~2.692) <0.01 1.478 (1.136~2.018) 0.036
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Table 3 Univariate and multivariate analysis of risk factors for overall survival of HCC patients
NI ZINZE 5

HR (95% CI) P HR (95% CI ) P
1.225 (0.728~1.663 ) 0.392 — —
0.923 (0.812~1.312) 0.728 — —
1.452 (1.210~1.891) 0.011 1.721 (1.012~2.34) 0.057
1.451 (1.018~1.916) 0.045 1.231 (0.718~1.731) 0.088
1.324 (1.212~1.492) 0.821 — —
1.122 (0.837~1.331) 0.081 — —
1.821 (1.421~2.821) <0.01 1.63 (1.338~2.671) 0.012
1.644 (1.256~2.335) 0.015 1.521 (1.222~2.313) 0.028
1.888 (1.228~2.555) 0.021 1.212 (1.012~1.442 ) 0.078
1.212 (0.884~1.686) 0.578 - -
1.921 (1.532~2.836) 0.017 1.638 (1.362~2.153 ) 0.013
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