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[Abstract] Objective To explore the effect of hepatitis C virus (HCV) on the expression of Golgi protein 73
(GP73). Methods A total of 68 HCV patients who were diagnosed in Gongli Hospital of Pudong New Area of shanghai
from March 2015 to December 2016 were selected as research objects, and 74 healthy persons were enrolled as control
group in the same period. Serum level of GP73 was measured by enzyme-linked immunosorbent assay (ELISA) between
the two groups. Reverse transcription PCR (RT-PCR) and Western blot were used to measure mRNA and protein expres-
sion of GP73 in Huh7.5.1 cells. The GP73 level in the supernatant of Huh7.5.1 was measured by ELISA, and the results
were statistically analyzed by SPSS19.0 software. Results The serum level of GP73 was (146.5+£12.8) ng/mL in HCV
group, which was significantly higher than (45.242.7) ng/mL in the healthy control group (P<0.05); The relative expres-
sion of GP73 mRNA and protein in Huh7.5.1 cells infected by HCV were respectively (1.20440.143) and (1.174+0.136),
which were significantly higher than (0.306+0.019) and (0.298+0.015) in the control cells (P<0.05); The GP73 level in
the supernatant of Huh7.5.1 cells infected by HCV was (85.6+£10.3) ng/mL, which was significantly higher than (39.5+
8.3) ng/mL in the control cells (P<0.05). Conclusion HCV can promote the synthesis and secretion of GP73 in vitro
and in vivo. It may participate in the formation of hepatocellular carcinoma by upregulating the expression of GP73, but
the molecular mechanism of HCV regulating GP73 expression needs further study.
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[Abstract] Objective To investigate the correlation between blood lipid and urine albumin-to-creatinine ratio
(UACR) in patients with type 2 diabetes mellitus. Methods
tus in the First Hospital of Qinhuangdao City from March 2014 to March 2016 were analyzed retrospectively (diabetic

The clinical data of 70 patients with type 2 diabetes melli-

group). At the same time, 70 healthy individuals were selected as control group. The indexes of blood lipids such as tri-
glyceride (TG), total cholesterol (TG), high-density lipoprotein (HDL-C), low density lipoprotein (LDL-C), and renal
function indexes such as urinary microprotein (UALB), creatinine (CR), blood urea nitrogen (BUN) and UACR were
compared between the two groups. Spearman correlation analysis was used to investigate the relationship between
blood lipid indexes and renal function indexes. Results TC, TG and LDL-C levels were (5.81+1.36) mmol/L, (2.53+
0.72) mmol/L, (3.52+0.85) mmol/L in the diabetic group, which were significantly higher than (4.32+1.12) mmol/L,
(1.2440.19) mmol/L, (2.854+0.16) mmol/L in the control group, while HDL-C level was (1.15+£0.52) mmol/L in the dia-
betic group, significantly lower than (1.47+0.22) mmol/L in the control group (P<0.05). UALB, CR, BUN, UACR levels
were (24.17+12.20) mg/L, (83.34+£26.34) umol/L, (7.12+2.56) mmol/L, (13.46+5.69) in the diabetic group, significantly
higher than (16.32+3.27) mg/L, (72.36+16.35) pmol/L, (4.3742.10) mmol /L, (5.61£1.65) in the control group (P<0.05).
TC and TG were positively correlated with UACR (r=0.079, 0.062, P<0.05), and there was no significant correlation be-
tween HDL-C, LDL-C and UACR (r=-0.085, 0.087, P>0.05). Conclusion Type 2 diabetes mellitus is associated with
certain dyslipidemia and renal dysfunction, and there is a correlation between TC, TG and UACR.
[Key words] Type 2 diabetes mellitus; Blood lipid; Urine albumin-to-creatinine ratio; Relevance
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