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(HE] BY AZ%FMNANA LA E D xTIEBEH R (NAFLD) & M & Z 44435 2 (HOMA-IR) . %
M ¥ (FBG) o 2 MR 5 % (FINS) K -F 84 %, FiEk  # 'k PubMed.Embase.Cochrane Library. ¥ & %2 ) %
T 7 B MR NE R 2021 5 A 31 B R &89 4 A & D% 97 NAFLD #9 BE ALt B K 38 (RCT) , 1R 3%
Cochrane R et 53845 T B3t sh N UK AT R +R 0, R A Statal 2 AR AT 2 B HIEA R, R XA
B AR, V0BT R, 8384 B, ANA LA E DAE i 25(0H)D AF B %3 m(WMD=16. 88 ng/mL,95%Cl:
9.89~23.87,P<0.05) ,HOMA-IR & % 4% (SMD=-0. 83,95%Cl: 1. 49 ~—0. 17, P<0. 05) , & H fo 5 % £ %
. RS T, 2R 25 (WMD,,.=—6.19,95%Cl:=11.72~=0. 67,P<0. 05) .25(OH)D i% 2] 40~60 ng/mL
(WMDy,;==9. 10, 95%Cl: =16.82~-1.38,P<0.05) & FBG /K -F 2 % 514K, %25 87 £>16 B (SMD,,.=—0. 26,
95%CI: 0. 46 ~=0.06, P<0.05) & FINS K -F 2 & A8, 45if zb;ﬁéﬁi%—Dﬁéi%i@ﬁu NAFLD % % /&
25(OH)D &K F, B4 HOMA-IR, & k% 25 3% 25(OH) D ik 3] 40~60 ng/mL xF FBG A #] , 4 25 i ¥ >16 & *F
FINS A A .
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Effect of vitamin D supplementation on glucose metabolism related indexs in patients with non—alcoholic
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[Abstract] Objective To systematically evaluate the effect of vitamin D supplementation on homeostasis model assess-
ment of insulin resistance (HOMA=IR) , fasting blood glucose (FBG) and fasting insulin (FINS) in patients with non—alcoholic
fatty liver disease (NAFLD). Methods PubMed, Embase, Cochrane Library, CNKI and Wanfang database were searched to
collect randomized controlled trials (RCTs) about vitamin D supplementation for NAFLD from inception to May 31, 2021. The
quality was evaluated according to the Cochrane risk bias assessment tool, Statal12 software was used for quantitative data syn-
thesis. Results A total of 11 studies, 10 trials and 838 patients were included. Vitamin D supplementation significantly in-
creased in serum 25(OH)D levels (WMD=16.88 ng/mL,95%Cl:9.89 to 23. 87, P<0.05), significantly decreased HOMA-IR
(SMD=-0. 84, 95%CI :=1.49 to —0. 17, P<0.05), but had no effects on other parameters. However, preferred changes were
observed in subgroups as follows: oral administration (WMD,,.==6.19, 95%Cl: —11.72 to -0.67, P<0.05), 25 (OH) D
reaching 40—60 ng/mL (WMD,,.==9.10, 95%CI: —16.82 to —1. 38, P<0.05), study duration > 16 weeks (SMD , =—0. 26,
95%Cl:=0. 46 to —0. 06, P<0.05). Conclusion In NAFLD, vitamin D supplementation effectively increases serum 25(OH)D
level and decreases HOMA-IR. Oral administration or 25 (OH) D of 40-60 ng/mL is beneficial to FBG, and study duration >
16 weeks is beneficial to FINS.
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AT G A B AT T NS T R
(Y 1E RE & VA4, 4Rl TR R TAT , 2T S BRI A
PERE 7 1T (non—alcoholic fatty liver disease, NAFLD)
YRR . BT mE A LGE AR i T
R BRI RAE TG SR s R A T (H A T O T
T A RCPEAE A A B BT . NAFLD (1 &0 2
AR R A - T R RS MU A S R
I ZHH (insulin resistance, IR) S = F fil & [ &,
AT i v ol ) 2% AR 1) T T e T RE R A

HTUEYE R B, 44 % D k= 5 NAFLD W & 4
A E R R A OCT  ZEEE AT R, 56 A AR
L, NAFLD (& 44 3% Dok = A KU T 26% .
#iA R D 5 HAZ K (vitamin D receptor, VDR) 2545 1]
A % R B R R W — e R AR G i A
WA, FEBRAR B 4, 25(OH) Dl 1-a— 2 fL
LB 1,25(0H) D, 5 BR B 4 i % 15 7Y VDR 45
B, VTR N B 82 2R 55 DR 1) A Si RN R, L R AR
R BEAk, 4k 2 D IR 87 B B 4 A %85 N
i, TR B 3R 1 4 WA — S A AR ) e R Rt A R
D 38 A8 18 1 85 v B A AR AR e e R 2 3R A AL 3X
LU B 4EAE 2 D IR YT NAFLD A B AN 7S
i, A TE R GE O Ah TELE A2 2 D X NAFLD i
AR JCHE bR By 520, DU Ay il R P S 42 (L6 ik
A

1 ZREFE

1.1 &R

THHLEL % PubMed .Embase .Cochrane Library
Hh T R K 5 K P WS IR 22 2021 4K 5 H 31
H % 2R I AH S BENLY BRI 55 (randomized controlled
trials,RCT)

IR DFFFERR AFI> 18 2 Y NAFLD SR
¥R T2 (non—alcoholic steatohepatitis NASH) ,
AR I B PR (diabetes mellitus DM) ; @17t
i 4642 2 D, D,; @4 Jmd8 b - [ &) AU dE 5L
(homeostasis model assessment of insulin resistance,
HOMA-IR) =5 I 14 (fasting blood glucose, FBG) .

25 [ B & (fasting insulin, FINS) N T 245 )5, 25
(OH) D R E 4k Jm s @BFFE Bt - RCT. HEERAR E -
(D JC 12 A I A B 4 3C 5 (270 125 v fy 412 IR 4 7 4

5% QIR KR .
1.2 FHix
1.2.1 BZEFF B KR FBE vitamin D”

“non—alcoholic fatty liver disease” #l { 1] “vitamin
D”

“vitamin D,” “non—alcoholic fatty liver disease”

“cholecalciferol” “ergocalciferol” “vitamin D,”

“nonalcoholic fatty liver disease” “nonalcoholic fat-
ty liver””“non—alcoholic steatohepatitis” “non—alco-
holic fatty liver” “NAFLD” “NASH”BX &k %K. H13C
K g LA SRR3R D™ ARG YEAR D5 T AR A P 17
587 HEA T R R
1.2.2 FTEHRE  h 2 400 S BN HERR ISR I
P2 WOGERHEL IR 5 — AR CREAR R IR 45 K (body
mass index, BMI) £k 25(OH) D /K- 58 45 A
25(OH) D K- T BTt ok FRAE Tt L Bl 5 i 18] L 445 JA
§h5[ HOMA-IR .FBG .FINS ,25(OH)D .

Y58 SRy b b LR (Y o B 6D i, ) 2
BB PR R R A TR . 4
ANHIBEFE RS K 22 AR, R AR A= 3% D F22 e 5

HimBHEEE .

1.2.3 REMEH 87 Cochrane XUE A -G T
B A7 i PO, R A £y e SR i 24 4 Ml e Bl
T EH 55 %) B 2H 2 1] BE 2 e Ak AN A B A 42 522 0k 1Y
5.

1.3 HIEBEHRESZITS T

1.3.1 HI|ER IHEENE R THEE Y

B hriEZ . 25(0OH)D FBG UMk EE S — i, 1 ng/
mL=2.5 nmol/L.1 mg/dL=18.0 mmol/L, R i & &
FH AL 4 %1 % (weighted mean difference, WMD) .
HOMA=IR 1 FINS Hy T B AN &g — B 4 U7 vk 1 £
FEME RO 1R bR AL 45122 (standardized mean
difference,SMD) .

1.3.2 G444 R Statal 2 J0F RABE LR A5
RUORIC BB, PO RS S Bk . P250% A
SERHET WS E WAL AR (S16 <16 )
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2k 25(OH) D /K- (>20 5(<20 ng/mL) ; BFFE 45 H G
25(OH) D 7K F (A JE : 20~29 ng/mL; 78 2 : 30~39
ng/mL; fiz £ : 40~60 ng/mL) ; BMI /K (>30 5 <30
kg/m?*) 5 25 24 77 20O IR BT ) R DAk X 45 5 Y
S o meta [7]H 23 B 32 245 Ja dE AR 5 PR T [ 2k
25(OH) D /K W55 45 5 At 25 (OH) D K- Fil 45 2
I Z BN AR PE DG 2R o U 23 BT 22— S| R 9 A F
FERBESS R T ENE . KRR K, P<O. 05 &
mEEFBAGIT R

2 #R

2.1 KRELER
i 2R B 95 SCSCHk 257 F L HSCCHR 252 5, F8h

SR 25, 51 R . EEEMER 1195, Wb

R A 5 N BR 360 R, 4 3OS MBR 21/, 4
AT SR SCHR 10 URFSY, 838 Bl A o AN A TR
EARFRIE
2.2 WAHRREIFEM

T1RBFIEH 10 08 BIFFE 2 IRBE HL 7 2 I I 3 1
9 i AR WE R A BC B, 1 RPF 5 R H L 2
FaA TR R E W, 2 TR 57718 S 28 AT Y
50 . BRI S, Sharifi 2522 Fl Lukenda 25 #5758
e PR, A T A, LT .
2.3 metaN TR
2.3.1 BRBER|MIBE A sumiffor o)
#hFE YA R D W % I HOMA=IR (SMD=-0. 83,
95%Cl: =1.49~-0.17, P=0. 013) , {7 1 5 K 57 i o
(1’=93.4%) , WK 2. WM R, HEuK>16

R PACERAEEALE B
A 4t I 7 2%
" oy AHEE TG a2 (OHIDAN (ng/mL) e
ek WERATRAT

Sharifi"'* T:30.8+3.1 T:27  HR4AEZRD, R 16 16.6+15.3 34.4x16.3 DG
C:29.3x4.0 C:26 50000 U /14d @

Hoseini'"*’ T:34.4+1.8 T:10  HR4AEERD, LR 8 22.9+4.3  31.8x4.7 DO
C:34.7+1.7  C:10 50 000 U /& @

Hosseini'™*' T:34.6x4.8 T:37  HRNANERLEE KT 4 13.8+7.7  24.9x17.4 DB
C:33.3+4.4 C:38 2 D, 600 000 U @

Hussain'"*’ T:28.6£1.8 T:57 HR4EA4= 2 D, LR 12 12.5+4.2  24.5+3.8 O®
C:29.2+¢1.2  C:51 50 000 U/J

Foroughi''® T:31.2+4.0 T:30  HR4EAEZED, R 10 24.5+0.4  46.8+5.2 @
C:32.4+6.0 C:30 50 000 U/

Dabbaghmanesh'”' T:29.4+4.9  T:.31 Fk4E2E % D, Sl 12 18.9+6.2  32.2+14.1 Q@
C:28.6+4.9 C:32 50 000 U/

Foroughi'™® T:31.2+4.0 T:30  HfR4EEZE D, AR 10 24.5+0.4  46.8x5.2 OB
C:32.46.0 C:30 50 000 U/

Geier"” T:30.6+4.1 T.8 R4 % D, LI 48 21.0+12.0 39.0£13.0 QB®@
C:30.2+3.4 C:10 2100 U /d

Barchetta™’ T:29.3+x4.4 T:26  HJR4EEZED, LR 24 17.7+8.6  35.9x11.6 O@®
C:30.8+4.5 C:29 2000 U/d

Sakpal?" T:28.0£6.0 T:51 AW X TH+H AETATH 24 30.0£7.0 - DG
C:27.0#4.0 C:30 YRV PN T S 4 2

%D, 600 000 U

Lukenda'** T:31.1£6.2  T:201 HRYEAZE D, R 48 35.5+68.6 36.9+30.3 DG

C:31.0¢5.0 C:110 1000 U/d

T BMIZRR TR 80 T8 T-3IdL; C3om i B2 ; DR BRI FARPUIR B @2m = I ;s @478 25 IR 35 @3R7R 25(OH) D 5 K m £l

ek
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Study %
ﬁ?\g D WMD (95% Cl) Weight
dé E ﬁ FRH Barchetta (2016) —.—r -17.41(-36.38, 1.56) 787
Kk @ =2 K 40 Dabbaghmanesh (2018) —o—r— 41300(37.77,11.77) 574
‘}g\’ };ﬁ ‘_% ﬂ ﬂ _.I:é @ Geier (2018) 4* 3060 (-17.30, 78.50) 205
-LM: gﬁé %Q: H‘: H‘: ‘ﬁ @E Hoseini  (2020) —v—‘ -10.30 (-16.42, -4.18) 14.90
S E % ]1@ ]1@ & ﬁ Hosseini (2018) § = 10.50 (5.65, 15.35) 15.50
g @ ‘H< ﬁﬁ[ ﬁﬁ[ éﬂ iIK Sakpal (2017) —10— 2.40 (-7.00, 11.80) 13.06
Sharifi (2014) = -4.07 (-10.62, 2 48) 14.68
Barchetta . ? . . . . . Lukenda (2020) —;——o— 5.40 (-5.52, 16.32) 1215
Foroughi (2016) —] -9.10(-16.82, -1.38) 14.04
DabbaghmaneSh . ? . . . . . Overall (I-squared = 81.2%, p = 0.000) C) -2.30(-9.63,5.03) 100.00
Forou. ghl . ? . . 7 ' . NOTE: Weights are from random effects analysis ‘
Foroughi . - . . - . . 785 g 2D 0 R 78.5
Geler @ |2 | @ 72 © OO B3 kb FELEA 2R D X ARTORG VS 17 A s I A K P
Hoseinl | @ |2 (@ |2 | @| 2 |@® e
Hosseini D © | €
® 00 0.36,P=0.391) AR KT BHE(F=91.1%) , WL
Hussain B ?2 |2 .
LRI AL 4. WAUHTER , BZIIK>16 8, 77T FINS 1l
Sakpal [ 2 |2 |2 |2
P oo 6, W# 2,
sharifi | | @ | @ | @ | @ |2 | @
Study %
Lukenda . . . . . . ? D SMD (95% Cl) Weight
5 =W
1 ﬁﬁiﬂzﬁ%% Geier (2018) — 0.23 (-0.70, 1.17) 12.26
Hoseini  (2020) —-—— -0.24 (-1.12, 0.64) 12.62
)EJ \BM|<3O kg/m2\25(OH)Dijj§U3'ﬁE(3O~39 ng/mL) Hosseini (2018) —v—v— 0.00 (-0.45, 0.45) 15.26
Sakpal (2017) —r -0.29 (-0.75, 0.16) 15.26
Bjiﬁ'ﬂi(40~60 ng/mL) ’ﬁ‘iﬁja: HOMA-IR E{Jl}%,{& ’H Sharifi (2014) —=—  1.13(055,1.72) 14.55
Lukenda (2020) —— -0.28 (-0.52, -0.05) 16.16
EE‘I‘%%{E& s JI—LIJ%‘% 2 ° Foroughi (2016) e — : -2.55 (-3.24, -1.86) 13.90
Overall (I-squared = 91.1%, p = 0.000) <:> -0.28 (-0.93, 0.36) 100.00
Study % NOTE: Weights are from random effects analysis :
D SMD (95% CI) Weight T P o P 5%
Barchetta (2016) i—o— -0.15 (-0.68, 0.38) 13.04 2 N of . 3 ) v e .
. i sl B4 HhFELE A 2 D Xl TS0 I A 2 1 9 85 22 7K
Hosseini (2018) - 0.43 (-0.02, 0.89) 13.32 E/‘J %2 ﬂ[’fﬂ
Hussain (2019) *— -0.57 (-0.96, -0.17) 13.54
Sakpal (2017) .. -0.26 (-0.71, 0.20) 13.34 = 2e[12-17.19-20] 2
Sharifi (2014) —-— -0.11 (-0.65, 0.43) 13.00 2' 3' 4 .[tl]. R 25 (OH ) D QV\] /\ 8 Iﬁﬁﬂ:ﬁ > %[\
Lukenda. (2020) - -0.28 (-0.51, -0.04) 13.99 ?E éﬁ EE ? D ﬁ % :[: j][] ml i[jzja 25 (OH) D 7J( XF (WM D=
Foroughi (2016) ~ —+— | -7.33 (-8.76, -5.91) 8.54
Overall (I-squared = 93.4%, p = 0.000) <> 0.83 (-1.49, -0.17) 100.00 16. 88 ng/mL’950/0C/:9_ 89~23. 87, P<0. 05)’5[]_‘[7&—] 5.
NOTE: Weights are from random effects analysis.
876 Het %D 0 LR 8.76

2 APFEYELEFR DA AR TR 1R IR 07 T A5 IR 2 SR AR
HOE AL

2.3.2 ZREMEE A QWIMEI T Rk
2% D % FBG & 1i (WMD=-2. 30, 95%Cl: =9. 63~
5.03,P=0.538) , fAAEB R M (1/=81.2%) , UL &l
3. WA ST BN, Bk 4 258 25 (OH) D ik 31 i i
(40~60 ng/mL) , A FIT FBG HIREAL, W3R 2,

2.3.3 ZTHERBE WA 7T 4
A= 2 DX FINS IR (SMD=-0. 28,95%Cl:—0. 93~

Study %

ID WMD (95% Cl) Weight
Barchetta (2016) —‘0— 17.51(11.89, 23.13) 1259
Dabbaghmanesh (2018) —0-‘— 15.60 (10.68, 20.52) 1284
Geier (2018) —10— 22,00 (10.12, 33.88) 982
Hoseini  (2020) —— 11.10 (7.26, 14.94) 1316
Hosseini (2018) —4—:- 13.30 (8.05, 18.55) 1272
Hussain (2019) - : 9.90 (8.49, 11.31) 1363
Sharifi (2014) —_.— 1931(1139,2723) 1166
Foroughi (2014) ‘ - 27.68 (25.87, 29.49) 1358

Overall (l-squared = 97.1%, p = 0.000) 16.88 (9.89, 23 87) 100.00

NOTE: Weights are from random effects analysis

; T
339 R 0 4i %D 339

5 whFudEA 2 D XFARTGRS AR I AR 1L 25(OH) D 7k
S 5
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Fz2 WHSTEER
HOMA-IR FBG FINS
WEE IR ,
%k SMD(95%CI) TR 173 WMD(95%CI) P Bk SMD(95%CI) P

HIfah R 8 -0.83(-1.49~-0.17) 93.4 9 -2.30(-9.63~5.03) 81.2 7 -0.28(-0.93~0.36)  91.1
LRI ()

>16 3 -0.26(-0.45~-0.06) 0.0 4 0.73(-9.91~11.37)  47.9 3 -0.26(-0.46~-0.06) 0.0

<16 5 -1.47(-2.84,-0.10) 96.2 5 —4.03(-14.02~5.95)  89.0 4 -0.41(-1.87,1.05)  95.5
25755

H ik 6 —1.24(-2.12~-0.35) 947 7 -6.91(-11.72~-0.67) 44.6 5 -0.34(-1.40~0.71)  93.9

U5 2 0.09(-0.59~0.76) 77.4 2 7.49(-0.18~15.16)  55.6 2 -0.15(=0.47~0.17) 0.0
BMI(kg/m?)

>30 5 -1.36(-2.56~-0.15) 96.2 6 —0.58(-9.67~8.51) 86.9 6 -0.28(-1.08~0.51)  92.6

<30 3 -0.36(-0.62~-0.11) 0.0 3  -6.66(-20.61~7.28)  51.3 1 -0.29(-0.75~0.16) -
4 25(0H)D

(ng/mL)

>20 4 -1.92(-3.45~-0.40) 96.8 6 —3.66(-10.86~3.53)  59.2 5 -0.34(-1.40~0.71)  93.9

<20 4 -0.11(-0.55~0.34) 71.3 3  -1.43(-15.13~12.28) 88.6 2 -0.15(-0.47~0.17) 0.0
WHIRLE AT 25(0OH)D

(ng/mL)

20~29CR ML) 2 -0.07(-1.05~0.90)  90.4 1 10.50(5.65~15.35) - 6 -0.28(-1.08~0.51)  92.6

30~39(F ) 5  -0.26(-0.44~-0.08) 0.0 6 —5.31(-12.41~1.80) 51.7 1 -0.29(-0.75~0.16) -

40~60(1RfE) 1 -7.33(-8.76~-5.91) - T -9.10(-16.82~-1.38) - 4 -0.72(-1.87~0.42)  92.5

1 : HOMA=IR /R il 5 ZHEHTHE AU FBG 2R 25 IR I 5 FINS /R 25 B 2 25 5 BMI Fn IR S48 45 — 2 m o8

2.4 metaBAHH

JE o (A A B 2 B, B AR S A ST 45 R 25 (OH)
D 135 7K F- 5 HOMA=IR MR AR A7 7R 3 AR G (P=
0.054), LK 6.
2.5 HEMESHR

XHF HOMA-IR, 24515 Foroughi % iy ffF 5% , 24k

2,

o9

eI %2

7
£

,
b

.
>

B £y R AR E

-8

30 35 40 45

545 R 25(0H) D (ng/mL)
6 S RARPUAE B S U 45 R 25 (OH) D /K [R5
53 Hr

25

A= 2 D X HOMA-IR B BEARAE FH I 2k (SMD=-0. 21,
95%Cl:=0. 45 ~ 0.03,P=0.093) ., {EMERIX T HF5E
J& L Gt R R 2 51, 2%, 1 FBG A1 FINS 5
BRI S R

3 Tt

ST R IR A YRR D W e NAFLD
BHE I HOMA-IR  [H B T 45 254 364 25(OH) D
K BMI ST 25 AT 25(OH) D K- A2y i fe 2
(] 1) 22 5, & WFSE A A8 S B bk, Heah SR A etk — 2
KE. AN, AL R D B SR AR FBG
HFINS , (X FUHE it A1 2 5 5 R AR 47 2 20 53 B
J b FudEAE 2R D 2 GE FBG RTFINS.,

T L, A 25atK>16 8, AMUHOMA=IR
1PN S P O, HOFINS S 38 R A%, X 2 i F 25
(OH) D (23200 3 Ji] | S 45 257 i, 23 (IR BF
H125(0OH) D K818 Fist T, 78 3~4 > H ik 3
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Fads b R AR 2E RO B IR XS BN
T A 25 A F T FBG Al HOMA-IR (R . DAAE
NN BRI R B 2 )5 , 46 R D St A7 e g i
ML IR R, SR, R s KB, L 21
YR 2 D oyl It AR HE RSN . B,
AR e R DB R B AR . TN A
XA 2R D AN TR RN A AR KA 25 5, — e
400 U IR, 25(OH)D KSR IIZ 0. 4 ng/mL™,
EITAR 1007 U 44 D, #E#IHEFR 25 (OH)D K-
A EIEIN, 24 h S WRAUEM 1 ~4 ng/mL. FT LS
Vi) oy = A 791 IR FE 4 R D & SRR RO R Y AR W)
I FH RS R

BEAh ARG S5 R BIR , 5 5 B R X 45 55
RK . HOMA=IR HFEFHLL 25(OH)D 7K F->20 ng/mL
() HB 3 TR AR, X 25 (OH) D /KA (<20 ng/mL)
R AT M, [RIAE, HA 2 25(OH) D 7K -k 5
762 (30~39 ng/mL) B fie 1 (40~60 ng/mL) i, A 2%
X HOMA-IR Fll FBG 2 B ek 36 /E . Bbas R 5 Bl
WG AR T, JA S 1% 25 (OH) D KP4 31 A4 34
K- (40~52 ng/mL) , A GELEHF B A 2% B S I % 1)
A, CLFE AR AN B A A Eh Bt , LA K I i A ot b s o >
F 4, HOMA-IR 7 BMI<30 kg/m?* 1 41 1 53 o 5
fi%, X 02 B T BMIA IE % A B H #b 58 4000~6000
U iy 44 % D Al i 25(OH ) D 7KF-i5 % 40 ng/mL, {5
HEL i & AE #D FEAR ) 770 R 25 (OH) D /K H A A %)
20 ng/mL, fir LIE 75 248 A4 2 D 22 BMIA LE
WNBER 2~3 5, ARWFFE AN SCkh 4842 % D
SEHIRN FE 2558 6000 U/d, B8 A T AR B

AWFGE 5 B il K F meta 23 BT A [l 76 T1E
oW A AH DG 25 R, R VS I B ALIm R . B
NAFLD i & s ALl 32220 IR, 1 il i 25 HA il g
Wi BREfERVER o T35 3 1 AW 58 HERR T 1
YA F D WS X0 T A I M4 R D If AN fg
BG4 25 (OH) D K- 1 B 720 23 HRE i i
B 25(OH) D, il i 1—a— AL BN 1, 25
(OH),D, f il 54U 1) VDR 454, il 15
SRS, R AR R A A BRI RE . AR ST LA AE—
FE MBS BLPE, HAETHFSEIA A NAFLD 5 DM B &
(9 HAK BR T 2 IR, DM 5 NAFLD 22 [a] 5.4y R, 3 [H]
R R E J T A3k DM 3% NAFLD B 5

55. 5%, FIt AGA A NFRE S 0P AN ATkt A o

ZE L AR 5T R B 19. 6 J8 345
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