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Abstract : Objective

in patients with chronic liver disease. Methods

To investigate the value of FibroScan in the auxiliary diagnosis for nutritional status
From January 2015 to May 2016,110 patients early diagnosed
for chronic liver disease and received FibroScan were randomly selected into liver disease group, 90 healthy
persons were recruited into control group. FibroScan was used to detected liver stiffness value (LSM) of all
the chronic liver disease patients. Nutritional status was assessed using NRS 2002 and SGA method, statistical
analyses were performed using R software. Cytokine ELISA method was used to detected Leptin, tumor necro-
sis factor-a ( TNF-¢) and insulin-like growth factor 1 (IGF-1) level. Results
creased, LSM increased (3 =58. 390, P=0.000). With the increasing of LSM value,the rate of severity evalu-

As pathological staging in-

ated by NRS and SGA or the proportion of risk increased. The LSM and the concentration of Leptin positively
related (r=0.334,P=0.039) ,and TNF-qand IGF-1 had no correlation (+=0.267,0.221; P=0.187,0. 298).
Conclusion FibroScan could guide the pathological stage of chronic liver disease and the nutritional status of
patients,and could assist in judging the nutritional status of liver fibrosis.
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