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FHEE . A SCIRTE 1) 2R A 42 RS ME AT R A & 0 KR E /K B3, R SRTF4MRATE (hepatocellular
carcinoma, HCC) fH&f8Fr WG H (alpha fetoprotein, AFP) [, {H[ii-y-FREE MAEEH (des-
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A case of hepatocellular carcinoma with elevated des-gamma-carboxy-prothrombin and negative alpha
fetoprotein caused by alcoholic liver disease
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Abstract: We reported one patients with decompensated alcoholic cirrhosis, whose alpha fetoprotein (AFP),
the traditional screening index of hepatocellular carcinoma (HCC) was negative, but des-gamma-carboxy-
prothrombin (DCP) rose up to 48 times as high as the normal value. Finally, the patients was diagnosed as
HCC with peritoneal carcinomatosis by imaging. The results suggested that DCP is of great significance in
early HCC screening, which can make up for the deficiency of AFP in HCC screening, especially HCC caused
by alcoholic liver disease.
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JHF 3 JWARoRE XU e b St A, XU e e
KBRS, LRSS, ORI OO, EER, &
N5 TG BA 6 e A s Bk, R R R &, BF RS
L& EESE, HFIXIE (B, BEAKKE,
BUF B M PE K, RGP R EE. @M
B%: WBC9.80 x 107/L, N83.0%, PLT 84 x10°/L, Hb
86 g/L; TBil 116.8 umol/L, DBIil 48.5 umol/L, IBil
68.3 umol/L, AST 157.0 UL, y-GGT 233.0 UL, H
#1259 g/L, BRE[43.8 g/L; BUN 7.56 mmol/L,
%) F#6.30 mmol/L, B2-THEKE H4.23 mg/L; 4
2.83 mmol/L, %795.0 mmol/L; CK 1161 IU/L, CK-
MB 77 U/L, HBDH 581.7 IU/L, LDH 680.0 IU/L;
PTA 41.2%; HBsAb (+) , HBcAb (+) , HCV-
Ab (-) ; hCRP 50.20 mg/L; ESR 89 mm/h; HA
95140 ng/ml, LN 150.90 ng/ml, PIIIP 52320 pg/L, PIVP
504.50 ng/ml. @FMuBEAMA: M. BOK M
ZRPEM; FFANSErESs Ty, IHREER R, BE, M
K BERERE. FIKE. =908 R0,
ORI, HURIER LB 2 7, O350 A L B
OGRS, XU EFRE . @CTR A : XUtk
M2 R NGENTRG o R s v S5 ARV A T IR
M4, BFAELL, B, IE/K. JEEIESRCT: AT
Wt MR MK MISZOEATE G N 2 %R
PEIRAE: N2 RADEEM: BIEAM KM B %
W, RN RS RMELS SR £
b & B AR . ©EARE: AFP 12 pg/L,
DCP 1887 mAU/ml; Cyfra2l 15.680 ng/ml, CEA
5320ng/ml, CAI125 700.100 U/ml, CAI15-3 50.640 U/ml,
CA19-9 94.880 U/ml.
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1.6 BIRtFL & BT, ORI R, 1]
MR . MR EE: RN, O ), EK
/bR, HAE: WBC3.94x10°L, L19.8%, M 17.8%,
PLT 72 x 10°’/L, RBC 2.38 x 10"%/L, Hb 83g/L; DBil
45.8 ymol/L, IBil 29.4 pmol/L, y-GGT 148.4 U/L, A
29.3 g/L; K3.11 mmol/L; HBDH 240.0 TU/L, FLEE
4 #5333.0 IU/L; hCRP 11.80 mg/L; ESR 60 mm/h;
PTA 55.2%.
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