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Abstract Objective: To explore the detection and clinical significance of urinary bilirubin cast in hospitalized
cholestasis patients. Methods: 153 hospitalized cholestasis patients were collected as study objects in our hospital
during September 2022 to September 2023 for a retrospective study. 51 patients with urine bilirubin casts were se-
lected as study group, including 39 intrahepatic cholestasis patients and 12 obstructive cholestasis patients; anoth-
er 102 patients without urine bilirubin casts were selected as control group, including 69 intrahepatic cholestasis
patients and 33 obstructive cholestasis patients. The clinical data and laboratory data were collected, and the rela-
tionship between urinary bilirubin cast and the TBA, TBIL, DBIL, ALB and UBIL were analyzed by logistic re-
gression. Results; (D The incidence of renal dysfunction of study group(17. 65% vs 1. 96 % »y'=12.54, P<<0.0D)
were higher than that of the control group and the difference was statistically significant. @ TBIL (245. 30
[139.50, 380.70]pumol/L vs 26.15[12.58, 62.55]umol/L. Z=28.265, P <C0.001), DBIL (150.20[83.00,
212. 40 Jpmol/L vs 12. 75[5. 60, 32.35]pmol/L, Z=28.559, P<C0.001), TBA(163.90[99. 60, 235.90]umol/L vs
18.55[6. 98, 92. 28]pmol/L., Z =6.274, P < 0.001), sCr([80.94 & 41. 14 Jumol/L vs [ 66.76 & 20. 83 ] umol/L,
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t=2.835, P=0.005) and the positive rate of UBIL(92.16% vs 12.75% ¥'=89.95, P<C0.01) and the cast
values by UF-5000(0. 88[0. 30, 2.50]/pL vs 0.37[0.14, 0.73]/ul., Z=3.028, P=0.002) of the study group
were higher than those of the control group; ALB([32.21£5.73]g/L vs [34.48+6.62]g/L, t=2.085, P=
0.039) was lower than that of the control group. @ On univariate analysis, TBIL(OR[95% CI] 1.013[1.009-
1.017], P<C0.001), DBIL(OR[95%CI] 1.026[1.018-1.035], P<C0.001), TBACOR[95%CI] 1.011[1.007-
1.016], P<C0.001), ALB(OR[95%CI] 0.942[0. 889-0.997], P=0.041) and UBIL(+)(OR[95%CI] 42. 727
[13.877-131.557], P <C0.001) could be used to predict urinary bilirubin cast; On multivariate analysis,
UBIL(+)(OR[95%CI] 7. 883[1.939-32.059], P=0.004) could be used to predict urinary bilirubin cast. Con-

clusion: Detection of urinary bilirubin cast in centrifuged urine by microscope was necessary for hospitalized chole-

stasis patients if the UBIL was positive by dry chemical method. Hospitalized cholestasis patients with urinary bil-

irubin cast might suffer a higher risk of renal dysfunction with relatively higher sCr levels.
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