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ABSTRACT Objective: To investigate the changes and clinical significance of serum adenosine deaminase activity (ADA) in
patients with autoimmune liver disease (AILD). Methods: The activities of total ADA (tADA) and its isoenzymes ADA1 and ADA2 in
serum of AILD patients were detected by enzyme assay. The diagnostic value of serum tADA, ADA1 and ADA?2 activities were analyzed
by using receiver operating curve (ROC). Spearman correlation was used to analyze the correlation among indexes in AILD patients.
Results: Compared with the control group, the activities of tADA and ADA2 in serum of AILD patients were increased significantly
(P<0.001), and the activity of ADA1 was increased to a certain extent (P=0.035). There were no significant differences in serum tADA,
ADA1 and ADA2 activities among patients with different AILD subtypes. ROC analysis showed that serum tADA and ADA?2 activities
had diagnostic value. When the tADA activity cut-off value was 13.5 U/L, the diagnostic specificity and sensitivity were 93.3% and
81.2% respectively. When the cut-off value of serum ADA?2 activity was 9.5 U/L, the diagnostic specificity and sensitivity were 85.0%
and 83.3% respectively. ADA1 has no significant diagnostic value. ADA activity was correlated negatively with albumin globulin ratio
(r=-0.41, P=0.004), correlated positively with globulin level to a certain extent (r=0.34, P=0.018), correlated weakly with ALT (r=0.29,
P=0.042), and had no statistical significance with other hepatic function indexes. Conclusion: Serum tADA and ADA?2 activities were in-
creased significantly in AILD patients, and it could be a diagnostic biomarker for AILD.
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Table 1 The detail information of AILD patients and healthy controls

Index AILD Healthy control Pvalue
Age 59.50 (36.25 - 98.00) 55.50 (51.00 - 60.25) 0.369
Female/Male 37/11 44 /16 0.571
AST(U/L) 59.50 (36.25-98.00) 24.00 (20.00-26.00) 0.000
ALT(U/L) 52.00 (22.75-93.50) 21.00 (15.00-28.00) 0.000
ALP(U/L) 220.00 (137.75-349.50) 81.00 (93.00 - 101.00) 0.000
TP(g/L) 63.20 (58.80-69.50) 70.50 (67.65-73.30) 0.000
ALB(g/L) 32.90 (30.58-35.40) 42.60 (41.35-43.65) 0.000
GLO(g/L) 30.55 (27.45-34.22) 28.10 (25.65-29.90) 0.004
TBIL( wmol/L) 33.05 (19.13-49.75) 13.40 (11.30-16.85) 0.000
DBIL( pmol/L ) 18.15 (7.80-30.40) 4.90 (3.70-5.50) 0.000
IBIL( wmol/L) 13.25 (9.88-22.50) 8.90 (7.25-11.45) 0.000
TBA( wmol/L) 49.30 (16.60-135.60) 3.50 (2.20-5.10) 0.000
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Fig. 1 Serum ADA activity of AILD patients

(A-C) Serum tADA, ADA1 and ADA?2 activity of AILD patients and healthy controls. (D-F) Serum tADA, ADA1 and ADA?2 activity of AIH and PBC

patients.
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Fig.2 The correlation among serum tADA, ADA1 and ADA2 of AILD patients (r: correlation coefficient).

(A) The correlation between serum tADA and ADAI. (B) The correlation between serum tADA and ADA2. (C) The correlation between serum ADA1 and
ADA2.
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Fig. 3 Diagnostic value of serum ADA for AILD patients.
(A-C) Diagnostic value of serum tADA, ADA1 and ADA2 for AILD patients.
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Fig.4 Correlation matrix between ADA activity and other liver function indexes in AILD patients (*P<0.05; **P<0.01; ***P<0.001)
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