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Predictive Value of Aspartate Transferase and Platelet Ratio Index Combined with Short — term Change Rate of Platelet Count in Sepsis
Related Liver Injury. CAIl Wen ,LIU Tong, MA Guangyu,et al. The Affiliated of Xuzhou Medical University, Jiangsu 221002, China

Abstract Objective To investigate the clinical value of aspartate transaminase to platelet ratio index ( APRI) combined with short —
term change rate of platelet count in predicting the occurrence of sepsis related liver injury (SRLI). Methods Sepsis patients admitted to
the intensive care unit (ICU) of the affiliated hospital of Xuzhou medical university from August 2018 to January 2021 were retrospectively
selected. Clinical data of patients were collected. Patients were divided into SRLI group and sepsis non — liver injury group according to
whether liver injury occurred within 28 days after admission to ICU, and the differences of various indicators between the two groups were
compared. Multivariate Logistic regression analysis was used to screen the risk factors of SRLI. Receiver Operating characteristic (ROC)
curve was used to evaluate the predictive efficacy of APRI combined with the short — term change rate of platelet count on the occurrence of
SRLI. Results A total of 222 sepsis patients were enrolled, including 102 patients in the SRLI group and 120 patients in the sepsis
non — liver injury group. SRLI group had more male patients, higher body mass index, higher acute physiology and chronic health status
Il and sequential organ failure score (SOFA), longer time staying in ICU and using invasive mechanical ventilation, more patients under-
went tracheotomy, and higher 28 — day mortality. The aspartate transaminase, alanine transaminase, glutamyl transferase, direct biliru-
bin, total bilirubin and lactic acid in the SRLI group were significantly higher than those in the non — liver injury group (P <0.05), and
the APRI and short — term change rates of platelet count in the SRLI group were higher than those in the non — liver injury group (P <
0.001) too. Multivariate Logistic regression analysis showed that alanine transaminase, total bilirubin, APRI and short — term change rate

of platelet count were independent risk factors for predicting SRLI. ROC curve showed that the area under ROC curve (AUC) of APRI
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was 0.841 (95% CI:0.788 — 0.894), and the AUC of short — term change rate of platelet count was 0.787 (95% CI.0.728 —0.847).

The AUC of APRI combined with the short — term change rate of platelet count in predicting the occurrence of SRLI was 0.905. When the

optimal truncation value was 0.44 , the sensitivity and specificity were 82.4% and 88.2% , which were better than the prediction value of

single index for SRLI. Conclusion

When the two indicators are combined, the prediction value is higher.

APRI and the short — term change rate of platelet count can predict the occurrence of SRLI well.

Key words Aspartate transaminase; Platelet; Rate of change; Sepsis related liver injury; Diagnosis
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