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Ginsenoside Rh2 alleviating liver steatosis in patients with metabolic associated fatty
liver diseases

Ding Changde', Lu Zhichong', Wu Haiyan', Shen Hui', Liang Jingiu’, Cheng Jun’, Yang
Song’ (1.Center of Fatty Liver Disease, Third People’s Hospital of Dafeng District, Yancheng
224100, Jiangsu Province, China, 2.Department of Hepatology, Beijing Ditan Hospital,
Capital Medical University, Beijing 100015, China)

Abstract: Objective To investigate the efficacy of ginsenoside Rh2 on liver steatosis of
patients with metabolic associated fatty liver diseases (MAFLD). Methods A total of 34
patients with MAFLD in Beijing Ditan Hospital, Capital Medical University and Third
People’s Hospital of Dafeng District from June 2020 to December 2020 were prospectively
enrolled. Patients were divided into Rh2 group and control group according to their
preference. Patients in control group (17 cases) were given lifestyle and exercise instruction
and liver protection agents when necessary. Patients in Rh2 group (17 cases) were given
ginsenoside Rh2 therapy addictively. The decrease of controlled attenuation parameter (CAP)
value and liver stiffness measurement (LSM) value of patients in 3 months after treatment
were evaluated by independent-sample ¢ test or Wilcoxon rank-sum test. Results There were
20 males and 14 females out of the 34 MAFLD patients enrolled in this study. The average
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age was (43.9 = 14.9) years old. The baseline CAP value of patients in Rh2 group was
significantly higher than that of control group [(299.7 + 26.7) dB/m vs (278.4 + 32.5) dB/m; ¢ =
2.095, P = 0.044]. After 3 months’ treatment, the decrease value of CAP (median: 27.0 dB/m
vs 2.0 dB/m) and LSM (median: 3.2 kPa vs 0.4 kPa) of patients in Rh2 group were significantly
better than those of control group (7 = 364.5, P = 0.021; T = 398.5, P < 0.001). Conclusion
Preliminary data suggested that the combination use of ginsenoside Rh2 on the basis of routine

treatment might help alleviating liver steatosis of patients with MAFLD. Further studies are in

process to verify this result with larger sample size and longer treatment duration.

Key words: Metabolic associated fatty liver disease; Ginsenoside Rh2; Liver steatosis;
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