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Expression and methylation of MT1G and its predictive value for
sorafenib effect of advanced HCC patients

Qi-gui Xiao, Yu-lin Zhang, Lan Lang, Yue-qian Zhang, Man Zhang, Ya-nan Huang, Zhen-hua Ma
(Department of Hepatobiliary Surgery, The First Affiliated Hospital of Xi’an Jiaotong University,
Shaanxi, Xi’an 710061, China)

Abstract: Objective To detect the expression and methylation of metallothionein 1G (MT1G) and its
predictive value for sorafenib prognosis of advanced hepatocellular carcinoma (HCC) patients. Methods The
colon cancer and adjacent tissue specimens were taken from 86 advanced HCC patients treated with sorafenib
from 2016.11 to 2018.05. Immunohistochemistry method and methylation-specific PCR (MSP) were respectively
performed to detect the expressions of MT1G protein and MT1G DNA promoter methylation. The relationships
between MT1G protein and the clinical features was analyzed. Sorafenib treatment duration and overall survival were
recorded. Results The positive expression rate of MT1G protein in HCC tissues was lower than that in peritumoral
tissues [34.88% (30/86) VS 66.28% (57/86)], while MT1G DNA promoter methylation rate in HCC tissues was
higher than that in peritumoral tissues [60.46% (52/86) VS 37.21% (32/86)] (all P < 0.05). MT1G protein expressions
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were negatively related with MT1G DNA promoter methylation status (r = -0.787, P = 0.000). MT1G protein levels
would be related with Chil-Pugh classification, BCLC stage and serum AFP levels (P < 0.05). The median sorafenib

treatment duration of patients with MT1G positive expressions was 15.0 months (4.0 to 27.0 months), shorter than

that of patients 20.0 months (1.0 to 33.0 months) with MT1G negative expressions (P < 0.05). Besides, there were
no statistical differences of the median survival [20.0 months (11.0 to 38.0 months) VS 25.0 months (4.0 to 40.0
months)] or overall survival [43.33% (13/30) VS 60.71% (34/56)] of patients with MT1G positive expressions and
MTI1G negative expression (P > 0.05). Conclusions There is significant evidence proofs that MT1G protein in HCC

tissues may be low and related with DNA promoter methylation. And the positive MT1G protein expression may

indicate the poor prognosis of advanced HCC patients with sorafenib.

Keywords: hepatocellular carcinoma; sorafenib/antineoplastic agents; mtlg protein, human/protein;

methylation; prognosis
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