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Figure 3

)

Study Yo
D ES (95% ClI) Weight
NAFLD by liver enzymes i
Ryu (2007) —— 1.87(1.31,267) 5.15
Shen (2017) —o:— 1.33(1.07, 1.64) 18.37
Kunutsor (2017) —— 0.97 (0.64. 1.47)  11.39
Subtotal (l-squared = 61.2%, p = 0.076) -@ 1.32(092,1.72) 3491
1
- 1
NAFLD by FLI i
Huh (2017) —— 1.46 (1.19, 1.79) 17.34
Subtotal (l-squared = 2%, p=".) <> 1.46 (1.16, 1.76) 17.34
. :
NAFLD by imaging i
Chang (2008) — 1.60 (1.27, 2.01) 13.36
Targher (2008) —i-o— 149 (1.10,220) 7.38
Targher (2014) - 185(103,327) 206
Sinn (2017) [ 121(103,144) 2495
Subtotal (I-squared = 33.5%, p = 0.211) <i> 1.40 (1.15, 1.65)  47.75
i
Overall (l-squared = 33.5%, p = 0.160) d} 1.37 (1.20, 1.53) 100.00
1
NOTE: Weights are from random effects analysis E
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Study %
ID ES (95% CI) Weight
|
Arase (2008) Fe— 1.35 (1.02, 1.80) 3872
|
|
|
Sinn (2017) - 159 (1.31.1.93) 61.28
|
Overall (I-squared = 0.0%, p = 0.345) 150 (1.25,1.74) 100.00
I
|
|
|
NOTE: Weights are from random effects analysis i
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NOTE: Weights are from random effects analysis

ES (95% CI)

1.87 (1.31, 2.67)
133 (1.07, 164)
0.97 (0.64, 1.47)
146 (119, 1.79)
1.60 (1.27, 2.01)
121 (1.03, 1.44)
135 (1.16, 1.54)

1.49 (110, 2.20)
1.85 (1.03, 3.27)
1.56 (1.07, 2.05)

137 (120, 153)
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Figure 4
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