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ABSTRACT Objective: To detect the expression of 3-Hydroxybutyrate Dehydrogenase 1

(HCC) and to reveal its relationship with clinicopathological factors and postoperative survival. Methods: 135 patients with hepatocellu-

(BDH1) in hepatocellular carcinoma

lar carcinoma (HCC) underwent radical operation were selected. Clinical pathological material and follow-up data were collected. Corre-
sponding Paraffin tissue sections were prepared. The expression of BDHI was detected by immunohistochemistry (SP method). The
staining results were scored and analyzed statistically by clinicopathological and follow-up data. Results: The positive signal was local-
ized in the cytoplasm of tumor cells. BDHI was expressed in 87.4% (118/135) of HCC patients. Low expression was accounted for
48.1% (65/135) and high expression was accounted for 51.9% (70/135). The expression of BDH1 was correlated significantly to tissue
differentiation grade, tumor diameter, number of tumors, microvescular invasion and TNM stage (P<0.05). Multivariate analysis demon-
strated that the expression of BDH1, TNM stage and tissue differentiation grade were independent risk factors which affecting postopera-
tive survival rate in HCC (P<0.01). Patients in group with high BDH1 expression displayed distinctly higher overall survival rate than
that of low BDH1 expression group. Conclusions: BDH1 could be a pivotal prognostic indicator for postoperative survival in HCC pa-
tients undergoing surgical resection.
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Fig.l The staining intensity grading of BDH1 protein in hepatocellular carcinoma tissues
A EIBEOG 92);B, BERBQ2M); C,RERW 2); D, RERO 7)(x 200
Note: A, yellowish brown (3 points); B, yellow (2 points); C, light yellow (1 point); D, unstained (0 points).
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Yl {Z X )P (], AIEALMESR [3.367(2.344-4.835)  P=0.001], TNM 4 1] [3.036(2.125-4.339)P<0.001], BDHI % ik
P<0.001], JIATI#2 [2.797 (1.699-4.607)P<0.001], JE{A%CEH  [3.213(1.940-5.320)P<0.001].
[3.188 (1.740-5.842)P<0.001], {4 1fiL %5 {2 JB [2.359 (1.428-4.018)
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Table 1 Correlation of BDH1 expression with clinical and pathological variables in 135 HCC patients underwent radical resection

BDHI1 expression(%)

Variables n P
Low High
Total cases 135 65(48.1) 70(51.9)
Gender 0.257
Female 17 6(35.5) 11(64.5)
Male 118 59(50) 59(50)
Age(median) 0.188
< S6years 64 27(42.2) 37(57.8)
>56 years 71 38(53.5) 33(46.5)
HBV-DNA1 0.250
Negative 24 9(37.5) 15(62.5)
Positive 111 56(50.5) 55(49.5)
AFP(ng/ml)2 0.219
<25 40 16(40.0) 24(60.0)
>25 95 49(51.6) 46(48.4)
Hepatic Cirrhosis 0.717
Non/mild 56 28(50.0) 28(50.0)
Moderate/severe 79 37(46.8) 42(53.2)
Tumor diameter(cm) 0.043
<5 47 28(59.6) 19(40.4)
>5 88 37(42.0) 51(58.0)
Tumor number 0.022
Single 119 53(44.5) 66(55.5)
Multiple 16 12(75.0) 4(25.0)
Ednondson grade 0.016
Well( 1) 44 17(38.6) 27(61.4)
Moderate( II) 58 25(43.1) 33(56.9)
Poor(IIl) 33 23(69.7) 10(30.3)
MVI3 0.031
Absent 108 61(56.5) 47(43.5)
Present 27 18(66.7) 9(33.3)
TNM stage4 0.019
Stage | 46 18(39.1) 28(60.9)
Stage Il 61 27(44.3) 34(55.7)
Stagelll 28 20(71.4) 8(28.6)

Notes: 1, HBV-DNA serum HBV load (low limit 5 x 10? copies/ml); 2, AFP serum «-fetal protein; 3, MVI: microvascular invasion; 4,TNM
tumor-node-metastasis, According to 8th edition AJCC/ UICC TNM stage system; Bold value: P<0.05

24 FERAEREGENESERSW [HR { (95% W[ {5F X [|))P {H], (. A8 g [2.558
P TS Y 6 R R T2 R EK Cox [MIH4HT, 5 (1.737-3.766)P<0.001], TNM 4341 [2.312(1.371-3.899)P=0.002],
MR BUS A MR R S 5 R i T A% 03R BDHI 235[2.726(1.824-3.912)P=0.001],
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Fig.2 Different levels of BDHI expression and overall survival after radical resection of hepatocellular carcinoma
E:(A); B RTERTAERESRE 1 HA(B), 11 H3(O), I (D), R [E BDHI RizKFERFEEFENX R,

Note: (A); stratified analysis in hepatocellular carcinoma stage I (B), stage II (C), stage III (D), different levels of BDH1 expression and overall survival

rate after operation.
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