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[ Abstract] Objective To study the expression of DLK1 in HCC and correlated chronic liver diseases, and to
search for a new marker of HCC. Methods AFP and DLK1 were detected on their protein levels by SP method of
immunohistochemistry (THC) in total 95 samples of normal liver tissues, chronic hepatitis B (CHB) , liver
cirrohsis (LC) , paracancerous cirrohsis (PC) and HCC. DLKI1 messenger RNA (mRNA) and AFP messenger
RNA (mRNA) was detected by in situ hybridization (ISH) in total 45 samples of paracancerous cirrhosis and
hepatocellular carcinoma. Results The expression of AFP and DLKI protein was negative in normal liver,
chronic hepatitis and liver cirrhosis. The positive rates of AFP protein and DLK1 protein were 27.9% and 23.3% in
paracancerous cirrhosis, and 46.7% and 51.1% in HCC respectively. There were significant differences between
paracancerous cirrhosis and HCC (P <0.05). The positive rate of DLK1 protein was 22.73% in AFP negative
HCC. The positive rates of AFP mRNA and DLK1 mRNA were 23.3% and 41.9% in paracancerous cirrhosis, and
40% and 31.1% in HCC respectively. There were significant difference between paracancerous cirrhosis and HCC

(P <0.05). There was a significant correlation between the expression of DLK1 protein and AFP protein in
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paracancerous cirrhosis, in addition,

there was a significant correlation between the expression of DLKImRNA

and AFPmRNA in paracancerous cirrhosis and HCC. Conclusions Combination of AFP and DLK1 protein may

improve the detection rate of HCC, and DLK1 protein may be a new marker in diagnosis of HCC . In addition, the

paracancerous cirrhosis may be a sequential lesion of precancerous cirrhosis around HCC.
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1 FFEfEERFELESN AFP EEMAERIE (SPx
200)
Fig. 1 The expression of AFP protein in HCC and

paratumor cirrohsis

2 BHEHL AFP mRNA f3Z (ISH x 400)
Fig. 2 The expression of AFP mRNA in HCC
(ISH x 400)
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3 FHEHL DLK1 ZEMERIE (SPx400)
Fig. 3 The expression of DLK1 protein in HCC
(SP x 400)

4 FEFEFFREWAL DLK1 mRNA (ISH x 100)
Fig. 4 The expression of DLK1 mRNA in paratumor
cirrohsis (ISH x 100)

F1 FHEFAEBMEAREALR T AFP fl DLK1 RikER
Tab. 1 The expression of AFP and DLK1 in HCC and correlated chronic liver diseases

AFP DLK1 AFP mRNA DLK1 mRNA
v El

(%) n (%) n (%) n (%)
EH 0/10 (0) 0/10 (0) - - _ _
18 2 0/20 (0) 0/20 (0) - - _ _
JHELE 0/20 (0) 0/20 (0) - - _ _
Je JE) TR AL, 12/43 (27.9)" 10/43 (233)" 10/43 (233)"  18/43 (41.9)
iRt 21/45 (46.7) 23/45 ( 51.5) 18/45 (40) 14/45 14/45

SFaniind b, P <0.05.
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