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[Abstract] Objective To investigate the clinical value of changing the diagnostic criteria for non-alcoholic fatty liver
disease (NAFLD) to metabolism-associated fatty liver disease (MAFLD) in the risk-stratification and management of cardiovascular
disease. Methods A total of 234 patients with fatty liver diagnosed by ultrasound examination were selected from February 2019
to September 2020 in the Gastroenterological Department of the Sixth Medical Center of Chinese PLA General Hospital. All
the enrolled patients were collected of the anthropological parameters, history of chronic diseases [hypertension, type 2 diabetes
mellitus (T2DM)], liver function, blood lipid, hemoglobin, platelet, blood uric acid, blood urea, bile acid, fasting blood glucose and
nonalcoholic fatty liver disease fibrosis score (NFS). According to the different diagnostic criteria of fatty liver, 157 patients who met
the diagnostic criteria of NAFLD were classified as NAFLD group and 213 patients who met the diagnostic criteria of MAFLD were
classified as MAFLD group. The MAFLD group was regrouped and compared according to the presence or absence of T2DM and
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alcohol consumption. Results The proportion of male patients, hypertension, T2DM and the levels of alanine aminotransferase
(ALT), aspartate aminotransferase (AST), glutamyl transpeptidase (GGT), total cholesterol (TC), triglyceride (TG), low density
lipoprotein cholesterol (LDL-C) and the hemoglobin in the NAFLD group were lower than those in the MAFLD group; and the
level of high density lipoprotein cholesterol (HDL-C) in the NAFLD group was higher than that in the MAFLD group, the difference
was statistically significant (P<0.05). In the MAFLD group, 75 patients were combined with T2DM and 138 had no T2DM. The
proportion of patients with hypertension and the levels of ALT, AST, GGT and alkaline phosphatase (ALP) in patients with T2DM
were higher than those without T2DM, and the proportion of patients without liver fibrosis (NFS <-1.455) was lower than those
without T2DM, the difference was statistically significant (P<0.05). There were no significant differences in age, gender and BMI
between the two groups (P>0.05). In the MAFLD group, 70 patients were drinkers and 143 non-drinkers. The age of the drinking
group was lower than that of the non-drinking group, and the proportion of male, hypertension, T2DM and the levels of BMI, ALT,
AST, GGT, pre-albumin, TG, TC, LDL-C, hemoglobin, uric acid and fasting blood glucose in the drinking group were higher than

those in the non-drinking group, with statistical significance (P<0.05). Conclusion The diagnostic criteria of MAFLD are easier

to identify high-risk population of cardiovascular diseases than those of NAFLD, which is helpful for targeted management.
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Tab.1 Comparison of clinical characteristics between NAFLD and MAFLD patients

ity NAFLD# (n=157) MAFLDZH (n=213) t/Z/y P

AR (S, xts) 56.0+9.5 54.5+9.7 1.478 0.140
B [H1(%)] 88(56.1) 150(70.4) 8.135 0.004
BMI (kg/m’, x+£s) 25.63 +2.62 26.76 +2.69 ~4.061 <0.001
LR [11(%)] 50(31.8) 91(42.7) 4.533 0.033
T2DM [ (%)] 38(24.2) 75(35.2) 5.162 0.023
ALT (U/L, x+s) 24.82 +9.89 27.86 + 14.89 -2.356 0.019
AST (U/L, x£s) 21.33 +5.25 22.70 £7.91 -2.000 0.046
GGT [U/L, M(Q,, Q,)] 27.70(19.90, 38.40) 31.10(21.50, 46.50) -1.967 0.049
ALP (U/L, x£s) 81.69 + 24.67 82.11 +24.03 -0.164 0.869
& 1 (mg/L, X+s) 41.10 3.19 41.30 +3.05 -0.604 0.546
Il 2K (mg /L, x+s) 261.75 + 39.71 266.53 + 42.48 -1.100 0.272
TG (mmol/L, *+s) 1.87 £0.71 2.10 +0.98 ~2.590 0.010
TC (mmol/L, ¥+s) 4.89 +0.98 5.14 = 0.94 ~2.464 0.014
HDL-C (mmol/L, x+s) 1.24+0.26 1.18 + 0.24 2.006 0.046
LDL-C (mmol/L, X+s) 2.89+0.76 3.11+0.72 -2.917 0.004
LT (g/L, xts) 141.58 + 12.94 144.81 + 16.64 -2.022 0.044
I/ ( x 10°/1, x+s) 226.52 + 56.73 228.66 % 55.00 -0.364 0.716
JRER (mol /L, x+s) 346.91 + 80.99 363.20 + 78.55 -1.945 0.053
JR % (mmol/L, Xs) 529 +1.23 5.32+1.21 -0.247 0.805
JHH % [wmol/L, M(Q,, Q,)] 2.9(1.8,4.1) 3.2(1.9, 5.0) -1.497 0.134
25 W5 LA (mmol /L, xs) 573+ 1.16 597 +1.51 -1.672 0.095
TCHFLF 44k [ (%)] 90(57.3) 111(52.1) 0.990 0.320
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Tab.2 Comparison of clinical characteristics between MAFLD patients with or without T2DM

Bzt A IET2DMAH (n=75) A4 I T2DMAH (n=138) t/Z/% P

WS (%, xts) 55.7 £ 8.4 53.8 £10.3 1.344 0.180
B [#1(%)] 58(77.3) 92(66.7) 2.654 0.103
BMI(kg/m? xs) 26.75 +2.66 26.77 +2.71 -0.036 0.971
L [1(%)] 40(53.3) 51(37.0) 5.326 0.021
ALT (U/L, xs) 32.00 +19.24 25.61+11.35 2.638 0.010
AST (U/L, xts) 24.76 + 10.66 21.58 + 5.64 2.403 0.018
GGT [U/L, M(Q,, Q,)] 33.90(25.70, 54.80) 28.62(20.40, 42.80) -2.408 0.016
ALP [U/L, M(Q,, Q,)] 82.40(71.30,101.20) 75.70(64.30, 91.70) -1.970 0.049
TCIFEF 4k [11(%)] 15(20.0) 96(69.6) 47.836 <0.001
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Tab.3 Comparison of clinical characteristics between drinking and non-drinking patients in MAFLD group

Eistn R4 (n=70) ARG (n=143) t/Z/y P

S (%, xts) 52.0+9.3 55.7+9.7 -2.684 0.008
B [(51(%)] 69(98.6) 81(56.6) 39.664 <0.001
BMI (kg/m’, x+s) 27.74 +2.90 26.29 + 2.44 -3.834 <0.001
I [ (9%)] 37(52.9) 54(37.8) 4376 0.036
T2DM [f(%)] 32(45.7) 43(30.1) 5.042 0.025
ALT (U/L, x+s) 33.11 +21.04 25.29 +9.77 2.957 0.004
AST (U/L, x+s) 24,95 +11.24 21.60 + 5.31 -2.366 0.020
GGT [U/L, M(Q,, Q,)] 36.45(27.20, 59.10) 28.50(19.70, 39.40) -3.899 <0.001
ALP (U/L, X£s) 81.99 +20.97 82.17 + 25.46 0.056 0.955
FI A (mg/L, X£s) 276.91 + 48.24 261.44 + 38.53 2.343 0.021
M2 1 (mg/L, x+s) 41.51+2.98 41.19 + 3.08 0.728 0.468
TG (mmol/L, Xts) 2.42+1.27 1.94 +0.74 ~2.872 0.005
TC (mmol/L, x+s) 5.57+0.74 4.92+0.96 -5.412 <0.001
HDL-C (mmol/L, X+s) 1.20 £0.25 1.14+0.23 1.573 0.117
LDL-C (mmol/L, X+s) 3.46 +0.52 2.95 + 0.75 -5.795 <0.001
IMLETHE H (g/L, x+s) 150 + 21 142+ 13 -3.448 0.001
I/ ( % 10°/L, %) 226 + 53 230 £ 56 0.490 0.625
JRIR (wmol /L, X+s) 386.77 + 71.44 351.17 + 79.30 -3.267 0.001
JR % (mmol/L, Xts) 528 +1.20 5.35+1.22 0.756 0.721
JHI & [ wmol /L, M(Q,, Q,)] 3.6(2.0, 6.4) 3.0(1.9, 4.4) -1.506 0.132
23 [ 1B (mmol /L, xs) 6.42+1.97 576 +1.17 -2.585 0.011
TCHFEF 4L [151](%)] 35(50.0) 76(53.1) 0.186 0.666
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