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Abstract Objective: To explore the clinical significance of transcription factor Spl expression in hepatocellular carcinoma
(HCC) and association between Spl expression and survival in HCC patients. Methods: With the use of immunoreactivity, Sp1 expres-
sion and its correlation with other clinicopathological characteristics were examined in a tissue microarray that contains samples from
98 HCC patients. Results: HCC tissues expressed markedly higher levels of Sp1 than did adjacent normal liver tissues. Spl expression
was closely associated with microvascular invasion, which suggests that HCC with more microvascular invasion is prone to have in-
creased Spl expression. Overexpression of Spl correlates with significantly shorter overall survival and higher recurrence rates in HCC
patients after curative resection. Conclusion: Transcription factor Spl may be an independent prognostic factor for both overall surviv-
al and cumulative recurrence rate.
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Table 1 Relationship between Spl expression and clinicopathologic fea-

tures of HCC in patients with HCC

Total patients Sp1 staining

Variable P value
n=98 Low(n=55) High(n=43)

Age, years
<50 49(50.0)  30(54.5)  19(44.2) 0416
>50 49(50.0)  25(455)  24(55.8)

Gender
Male 86(87.8)  48(87.3)  38(88.4)  1.000
Female 12(12.2) 7(12.7) 5(11.6)

HBsAg
Negative 12(12.2) 6(10.9) 6(14.0)  0.760
Positive 86(87.8)  49(89.1)  37(86.0)

Liver cirrhosis
No 10(10.2) 6(10.9) 4(9.3) 1.000
Yes 88(89.8)  49(89.1)  39(90.7)

AFP(ng/mL.)
<20 35(35.7)  21(38.2)  14(32.6) 0.672
>20 63(64.3)  34(61.8)  29(67.4)

Tumor diameter(cm)
<5 68(69.4)  40(72.7)  28(65.1)  0.509
>5 30(30.6)  15(27.3)  15(34.9)

Tumor number
Single 86(87.8)  50(90.9)  36(83.7)  0.357

Multiple 12(12.2) 5(9.1) 7(16.3)

Tumor encapsulation

Complete 49(50.0) 28(50.9)  21(48.8)  1.000
Imcomplete 49(50.0) 27(49.1)  22(51.2)
Microvascular invasion
No 79(80.6) 49(89.1)  30(69.8)  0.021
Yes 19(19.4)  6(109)  13(30.2)
Edmonson grade
/1 66(67.3) 36(65.5)  30(69.8)  0.671
/v 32(32.7)  19(345)  13(30.2)
TNM stage
/1 78(79.6)  47(85.5)  31(72.1)  0.132
/v 20(20.4) 8(14.5) 12(27.9)
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Table 2 Multiple regression analysis of factors of patients with overall survival and tumor recurrence

0S Cumulative recurrence
Variable
HR(95.0% CI) P HR(95.0% CI) P
HBsAg, Negative vs Positive 1.727(.582-5.132) 0.325 2.644(1.203-5.811) 0.016
Liver cirrhosis,No vs Yes 4.585(1.107-18.994) 0.036 — NA
Tumor diameter, <5 vs >5 cm 2.441(1.459-4.085) 0.001 1.377(0.825-2.300) 0.221
Microvascular invasion, No vs Yes 2.447(1.376-4.352) 0.002 1.605(0.911-2.826) 0.101

2.189(1.284-3.732)
1.700(1.028-2.811)

TNM stage, [ vs II/11
Spl expression, Low vs High

0.004 — NA
0.039 1.900(1.181-3.057) 0.008
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