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bent assay , ELISA) € IfL3 o GP73 197K~F- Hor, PBC AT B J 5 7R T 45 AT 5 20 MO8 I FE A EA T GPT3 RGN . 25 R
1L GP73 ¥ BEAE PBC 4 .non—AILD 4L F1 HC 401 2045 |, 2 7% H G153 X (P<0.001) , Z ik & TAEFFE (receiver operaling
characteristic, ROC) 12k il /8 GP73 7E 32 W1 PBC 9 26 F 1 F2 (the area under the curve, AUC) 4 0.839. IfiliE GP73 /K F 5 K]
A5 1R A FL % F% 1§ (aspartate aminotransferase , AST) (r=0.337, P=0.009) . B 1" % f2 Bf¥ (alkaline phosphatase, ALP) (r=0.380, P=
0.003) \ LT 2 (total bilirubin, TBil) (r=0.330, P=0.010) Al ELE AR LT 5 (direct bilirubin, DBil) (r=0.371, P=0.004) & IEAH S,
588 1B )55 31 (prothrombin activity, PTA) (r=-0.329, P=0.036 ) F1 0§ g ¥ ( cholinesterase , CHE ) (r=—0.518, P<0.001) & i
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Clinical value of Golgi protein 73 in primary biliary cholangitis
Wang Yanping , Tang Dijiao,Yu Xuefei,Chen Pu,Zou Lin
(Department of Laboratory Medicine , The First Affiliated Hospital of Chongqing Medical University )
[ Abstract] Objective : To investigate the role of Golgi protein 73(GP73) in the diagnosis of primary biliary cholangitis (PBC) and its
association with disease progression and therapeutic efficacy monitoring. Methods : Serum samples were collected from 70 PBC pa-
tients, 36 patients with liver diseases other than autoimmune liver disease (non—AILD group) , and 40 healthy controls (HC group) , and
ELISA was used to measure the serum level of GP73. For the inpatients with PBC, serum samples were collected before and after treat-
ment to measure GP73. Results : There was a significant difference in the distribution of serum GP73 concentration between the PBC
group, the non—AILD group, and the HC group (P<0.001) , and the receiver operating characteristic (ROC) curve showed that GP73
had an area under the ROC curve of 0.839 in the diagnosis of PBC. Serum GP73 level was positively correlated with aspartate amino-
transferase (AST) (r=0.337, P=0.009) , alkaline phosphatase (ALP) (r=0.380, P=0.003) , total bilirubin (r=0.330, P=0.010) , and direct
bilirubin (r=0.371, P=0.004) , while it was negatively correlated with prothrombin activity (r=-0.329, P=0.036) and cholinesterase (r=
-0.518, P<0.001). The PBC patients with liver cirrhosis had a significantly higher serum GP73 level than those without liver cirrhosis
(P=0.002). There was no significant difference in GP73 content between the patients with positive anti-mitochondrial antibodies—M2,
anti—-BCOADC-E2PDC-E2 OGDC-E2 antibodies, and anti-SP100 antibodies and those with negative antibodies. The PBC patients
had significant reductions in the serum levels of AST, ALP, gamma—glutamyl transpeptidase , and GP73 after liver—protecting treatment

and improvement in cholestasis(P<0.05). Conclusion : GP73 plays an important role in the diagnosis, disease progression, and efficacy

monitoring of PBC and is expected to become a potential disease
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# (total bilirubin, TBil) Fl Bl 4% AHZL 3% (direct bilirubin, DBil)
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ShRFR MR I KR o Fisher SIUIBER AT A7 . 3T
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BT s 2PN AEA Z [ AT LU, 20 18] 99 9 L 43 3 Bon-
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celver operating characteristic, ROC) i k-4 GP73 X PBC 11
WA . TR AR S (8] 14 AH 56 P FF 5 2R ] Spearman 41 56 43
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2 # R
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AMA-M2 -1.008 0314
FHE 50 121.34(54.77,226.12)
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anti-SP100 1.790  0.073
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