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[Abstract] Objective  To determine serum Wnt5a and its associations with liver steatosis and fibrosis in
overweight and obese people. Methods The study participants were recruited from those who visited our hospital
for health examinations. They were divided into three groups according to body mass index (BMI), controlled
attenuation parameter (CAP)values and elasticity (E) values of liver fibroscan: Control (n=27), Mild NAFLD
(non-alcoholic fatty liver disease, n=>51) and Moderate/severe NAFLD (n=56). The waist circumference (WC),
hip circumference (HC) . oral glucose tolerance test (OGTT), insulin releasing test (IRT) . liver function, blood
lipid, serum Wnt5a and B-catenin of those participants were measured. Results — The three groups of participants
had no significant differences in age. gender, BMI, WC or HC (P>>0. 05). Significant differences appeared in
fasting glucose, 2 h postprandial glucose and fasting insulin level between the three groups (P<C0. 05), but not in
2 h postprandial insulin level (P>>0. 05). The participants with NAFLD had higher levels of serum Wnt5a and -
catenin than controls (P<C0.05). Wnt5a level was correlated with CAP value (r=—0.19, P<C0.000 1), but barely
with E value (r=0.02, P =0.241). Conclusion Wnt5a may play a role at different stages of NAFLD in
overweight/obese people.
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Table 1 The baseline characteristics of participants
Characteristic ot gDy o e sy P
Male : Female/case 23+ 4 0:21 30 : 16 0. 060
Age/yr. 43.20+11.40 46.80+11. 20 45.50413.70 0. 484
BMI/ (kg/m?) 28.10+3.02 28.30+3.57 28.50+3.61 0.153
WC/cem 88.50+£38.62 88.70+9.88 89.1049.70 0.423
HC/cm 97.704+5. 39 97.90+7.77 98.1047.35 0.238
TB/(pmol/L) 10.80+3. 38 13.92+6.44~ 14.47+5.61" 0.035
DB/ (pmol/L) 3.70+1.51 4.2041.80 4.44+1.80 0.198
AST/(1U/L) 34.00415. 34 32.50426. 56 50.50+30.00" % 0.002
ALT/(IU/L) 27.70+8.21 31.30432. 20 35.40418. 04 0. 380
ALP/(IU/L) 88.00+22. 33 78.00+21. 48 82.60+27.58 0.263
GGT/(IU/L) 52.70440.13 35.50+33.98 72.80481.687 0. 009
TG/ (mmol/L) 1.8441.00 2.08+2.01 2.76+2.23 0.099
CHOL/(mmol/L) 5.00+1.05 4.96+1.10 5.21+1.18 0.502
HDL-C/(mmol/L) 1.3140.38 1.3640. 40 1.2840.94 0.812
LDL-C/(mmol/L) 2.76+£0.77 2.6240.82 2.9140. 94 0.251
BMI: Body mass index; WC. Waist circumstance; HC: Hip circumstance; TB: Total bilirubin; DB: Direct bilirubin; AST: Aspartate

aminotransferase; ALT: Alanine aminotransferase; ALP: Alkaline phosphatase; GGT: Gamma-glutathione amide; TG Triglyceride; CHOL:

Cholesterol; HDL-C: High-density lipoprotein cholesterol; LDL-C: Low-density lipoprotein cholesterol. * P<Z0.05,vs. control group; #
P<20.05,vs. mild NAFLD group
®2 SHEBEEIENESRRRESNILEER
Table 2 Islet function and insulin resistance of the participants
Ttem Contrgl group Mild NAEI:D group Moderate/seveie NAFLD P
(n=27) (n=51) group (n=56)
FPG/(mmol/L) 5.50£1.08 7.30£2.70" 7.90£2, 94" 0.001
2 h PG/(mmol/L) 8.9043. 69 12.70+5.12* 13.80+5. 65" 0.001
Flns/(mU/L) 10.70+£5. 01 13.30+5. 63 17.80+10.53* % <0. 001
2 h Ins/(mU/L) 71.20423.71 78.50443. 50 83.60+52. 22 0.058
HOMA-IR 2.56+1.36 3.09+1.72 5.82+3.94"-% <20. 001

FPG.: Fasting plasma glucose; 2 h PG

Homeostasis model assessment; IR: Insulin resistance; *
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(r=0.02,P=0.241), 174 Wntba /KF5 HOMA-
*®3 #&HE CAP 0 E HE MiF WntSa 0 B-catenin 7k F § b 8

Table 3  Steatosis and fibrosis of liver and serum levels of Wnt5a and B-catenin in the participants

Control

Mild NAFLD

Moderate/severe

Trem group (n=27) group (n=>51) NAFLD group (n=56) P
CAP/(dB/m) 258.00+39. 82 280.70+36.01 319.90+27.19* % <20. 001
E/kPa 5.4041.48 6.40+2.47 8.5043.92" % <C0. 001
Wnt5a/(ng/mL) 1.4540. 38 1.0240.43 0.8640.37" % <20.001
B-catenin/(ng/mL) 0.40+0. 02 0.44+0.09 0.51£0.07" <20.001
CAP: Controlled attenuation parameter; E. Elasticity * P<C0.05, vs. control group; # P<C0.05, vs. mild NAFLD group
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