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Relationship between Phlegm-Stasis Syndrome and Fibrinoelytic Status in Patients with Non-alcoholic Fatty Liv-
er DENG Yin-quan, FAN Xiao-fen, LI Jian-ping The First Affiliated Hospital to School of Medicine, Zhe-
jiang University, Hangzhou (310003)

Objective To explore the relationship between phlegm-stasis Syndrome (PSS) and the fibrinolytic status
in patients with non-alcoholic fatty liver (NAFL). Methods Seventy patients with NAFL were divided into the
PSS group and non-PSS group according to TCM Syndrome typing, and a control group consisted of 28 healthy
subjects was set up. Levels of plasminogen (PLG), tissue plasminogen activator (t-PA), plasminogen activator
The activity of t-PA in NAFL pa-
tients was significantly lower than that in the control group ( P<0.05), and PLG and PAI-1 were significantly

inhibitor-1 (PAl-1) and D-dimer were determined and compared. Results
higher than those in the control group (P <0.05). In respect to the TCM Syndrome typing, in patients of
PSS, t-PA was significantly lower and PLG, PAI-1 were significantly higher than those in patients of non-PSS
(P<0.05 or P<0.01), while D-dimer was insignificantly different between patients of the two Syndrome
types (P >0.05). Conclusion NAFL patients of PSS type shows significant lower of fibrinolytic activity, in-
dicating that there is certain degree of microcirculatory disturbance and hyper viscosity state, so the application

of dissolving phlegm and dispelling stasis principle in treating NAFL is significant.
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triglyceridemia with plasma haemostatic and fibrinolytic activi-
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