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Correlation analysis of blood glucose fluctuation and liver fibrosis in patients with type 2 diabetes mellitus com-
bined with MAFLD HONG Jianli, WU Jianling, XU Xin.Department of Gastroenterology and Endocrinology , Hengdian
Wenrong Hospital , Dongyang 322118, China.

[Abstract] Objective To explore the correlation between blood glucose fluctuation and liver fibrosis in patients with
type 2 diabetes mellitus (T2DM) combined with metabolic associated fatty liver disease (MAFLD). Methods Totally
200 patients with T2DM and MAFLD were divided into two groups based on their liver stiffness measurement (LSM) :
non-liver fibrosis (LSM<8.0 kPa) and liver fibrosis (LSM=8.0 kPa).The liver function indexes and blood glucose fluct-
uation—related indexes were compared between the two groups, and the relationship between blood glucose fluctuation
and liver fibrosis was analyzed. Results The triacylglycerol (TG) , alanine aminotransferase (ALT) , aspartate amino-
transferase (AST) , insulin resistance index (HOMA-IR) , and HbAlc between the two groups (i=—2.68, —10.69,
-5.21,-3.75,-12.04, P<<0.05).The non-alcoholic fatty liver disease fibrosis score (NAFLDFS) was significantly higher
in the liver fibrosis group than in the non-liver fibrosis group (i=486.12, P<<0.05).The mean absolute means of daily di-
fferences (MODD) , the standard deviation of blood glucose level (SDBG ), the intraday mean amplitude of glycemic ex-
cursions (MAGE) , and the mean postprandial glucose excursion (MPPGE) were higher in the liver fibrosis group than
those in the non—fibrotic group (=46.32,73.15, 32.46, 51.30, P<<0.05).MODD, SDBG, MAGE , and MPPGE were all
important risk factors for liver fibrosis (OR=1.56,1.69, 1.45,1.70, P<<0.05). Conclusion Blood glucose fluctuations
(MODD,SDBG,MAGE, and MPPGE) were associated with liver fibrosis in patients with T2DM and MAFLD.
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TG/mmol/L 291+ 1.23% 6.32+ 2.17
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HOMA-IR 5.38+ 2.15% 11.46+ 3.27
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NAFLDFS 0.68+ 0.01* -1.46+ 0.03
MODD 2.15+ 0.14%* 1.24+ 0.06
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T GARIFAF A4 AR, P<0.05.
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MODD 045 0.17 7.08 <0.05 1.56 1.27~1.69
SDBG 053 0.18 835 <0.05 1.69 148~1.82
MAGE 037 0.15 576 <005 145 121~1.62
MPPGE 053 0.19 818 <0.05 1.70 1.40~1.90
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HbAlc 0.09 0.08 125 =005 1.10 047~1.52

NAFLDEFS 0.11 0.10 135 =005 1.12 0.74~1.32
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