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W E.BHH ETEEAEBEF(NAFLD) &% hik 25-% %4 % D25 (OH)DIKF 5k & £ 3Kty
XA, HiE RBUZRAY 6 NAFLD &4 240 ) AR 48 R M H oL o A 4 NAFLD 28 (n=95) .NAFLD 4
AR EZHRAGRI B (n=79)F= NAFLD &5f 2 & ¥ f 95 (T2DM) 28 (n=166) , 7 L B E 1 90 4] 2 B & B &
VAR, TR 2 XERATR A RE AEE Rk AT 25(OH)D K -F4n ., i & st
g AR & 25(OHDD K -F, 3 44 25(OHDD 5 4k Jit & 45 4 (BMD A4 A4 A bk B & 340 45 1 (HOMA-IR) 4 45
AR A M A NAFLD £ & T2DM ¢g e B &, &R s Ba, f 4 NAFLD 48 . NAFLD 4 5 IGR 4 4=
NAFLD 45+ T2DM 41 & % HOMA-IR F= i I 5 By &2 (LFC) R R 9+ & (H=139. 026 ,252. 600, P<C0. 05) , s
F 25(0OHDD KPR K AL, £ F 3 B A %t 3 & L (F=216.504,P<C0.05), % A% Logistic & )2 5474 £
2 +&,BMI(OR=1.922,95% CI.1. 175~3. 143) \LFC(OR = 2. 464,95% CI:1. 263 ~ 4. 807) #= HOMA-IR
(OR=4.229,95%CI:2. 250 ~7. 949) & NAFLD % 4 T2DM # &% H %,25(OH)D(OR=0. 457,95%CI.
0.240~0.869);2 NAFLD % 4 T2DM #4% 4 B % . 3% HOMA-IR /A3 NAFLD & F#i7 = plen & .4
M B E KRR, B H BMI B 4 & & (HbAlc)  fa ik % J2 B 8 (TG) K% EIE & & f2 B & (LDL-C) 4=
LFC & -F 7% .25 (OH)D K -F BeA&, £ 573 A A %t 5 & L (P<<0.05), #& iE BMI,HbAlc,TG,LDL-C % 48
%K% ,.HOMA-IR 5 LFC 2 E48 % (r=0.437,P<C0.05),25(OH)D 5 LFC £ fi48% (r=—0.281,P=
0.003), #& 3% LFC s NAFLD % % # 17 = 5 4% 4 B, Pearson #8 % M 45 # 2 7, LFC 14. 3% ~24.4% 8 #=
LFC>24. 4% % % s & 25(OH)D f«e HOMA-IR 3 £ fi 48 % . B.5f BMI e TG % # B % # 47K £ )5 . LFC>
24. 4% i 25(OH)D #= HOMA-IR 45 A 8 3& AR £ M (r=—0.472,P=0.001), &if NAFLD &% 5
EHRFEFEEREL 25(OH)D f2 LFC A £ &K -F 25(OH)D 4 NAFLD %% % 4 T2DM &) 5% B & .
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Correlation between serum 25-hydroxy-vitamin D and insulin resistance
in patients with nonalcoholic fatty liver disease”
YU Maowen , HUANG Shubin ,SHU Yue ,YI Weijia , TANG Hongbo
(Department of Clinical Laboratory ,First People’s Hospital of Jintang County/]intang Hospital ,
West China Hospital , Sichuan University , Jintang ,Sichuan 610400, China)

Abstract ; Objective To investigate the relationship between serum 25-hydroxy-vitamin D[ 25(OH)D] and
insulin resistance in patients with nonalcoholic fatty liver disease (NAFLD). Methods A total of 240 patients
with NAFLD who were admitted to a hospital were enrolled. According to the glucose metabolism.,they were
divided into simple NAFLD group (#=95),NAFLD combined with impaired glucose tolerance (IGR) group
(n=179) ,and NAFLD combined with T2DM group(n=66). In addition, 90 healthy volunteers were selected as
the control group. Questionnaires, physical examinations, blood biochemical indicators and 25 (OH) D were
tested on all patients. The correlation between 25(OH)D and BMI, or other indicators were analyzed. The risk
factors of NAFLD combined with T2DM was also analyzed. Results The value of HOMA-IR and liver fat
content (LFC) increased in the healthy control group, simple NAFLD group, NAFLD combined with IGR
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group and NAFLD combined with T2DM group (H=139. 026,252. 600, P<C0. 05) , while the level of serum 25
(OH)D decreased in turn, the difference was statistically significant (F=216. 504, P<C0. 05). Multivariate
analysis showed that BMI (OR=1.922,95%CI:1.175—3.143),LFC (OR=2. 464,95%CI:1. 263 —4.807)
and HOMA-IR (OR=4.229,95%CI:2.250—7. 949) were risk factors for patients with NAFLD developing
into T2DM. 25(OH)D was a protective factor(OR=0.457,95%CI:0.240—0. 869). According to the value of
HOMA-IR, patients were divided into three groups. With the increase of insulin resistance,the levels of BMI,
HbAlc, TG,LDL-C and LFC increased, and the level of 25(OH)D decreased, the difference was statistically
significant (P<C0. 05). After the related factors were corrected, HOMA-IR was positively correlated with LFC
(r=0.437,P<C0. 05) ,while 25(OH)D was negatively correlated with LFC (»=—0. 281, P=0. 003). Patients
were tertiles according to LFC. Pearson correlation analysis showed that serum 25(OH)D and HOMA-IR had
a negative correlation in the group of LFC>24.4% and 14. 3% —24. 4% group. And after adjusting for both
BMI and TG, serum 25 (OH)D and HOMA-IR in LFC>24. 4% group was still strongly correlated (r=
—0.472,P=0.001). Conclusion
(OH)D and LFC. Low levels of 25(OH)D is a risk factor for patients with NAFLD developing into T2DM.

liver fat content;

The severity of insulin resistance in patients with NAFLD is related to 25
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AP K 1 B W BF S (NAFLD) J& — 2% 5k 1% |
TP I RN 0 B 45 22 0 IR 2 O i AR 1k o L I
2 B B AE Ry AN A AR I R R SR R 3 S
J A0 A M AR Tk AR SRR . AT BE AL S A
)& R AR 258 1 A8 4k . 3 B NAFLD 2 &4 7 =
HAFRABEHE, HICWATH ¥ A /8, NAFLD 7£
W 5F F N RS R ] 5K 20 % ~33 %6 . T 7E 1 BR R R
PRIk 50% DL P, NAFLD B 3% B0 0 B 55 4R 4E
P E R SCAARAE  FF 40 i 7 13008 195 0 B T &
A AR PE YRBE L 9 K R I £ 4 Ak R0 AT AR 25 R AT
WAL . BOWF 5 NAFLD & A & 8 A 56 5 B B & A
BILA Xk L0 700 7 0 4 o AT T AN, B2 H
e DA 1 U A4 AF 5 40, o R 1 T P9 AN 9 B R i B R
HEPL AL L SOFHE I 10 2= AL NAFLD & A4 i
HEEEM, B NAFLD B4 & B R 2 BB R %
(T2DMD s AR 25 A AE XU 4503 30 A HE B S 4
A HAT KT NAFLD [ Bk 5 R H A 0T 58 5 47
FEA R, E N A0 i ik 2 10 5 ZHCPTAE NAFLD & &
A HARHL R A 9E . iR R D & — 2 S [
P R0 ORI & B BR T 2 5 M8 w5 AR
S S Y (RN R AR O AN e A B
PHA T AR . MITRI 260 A 442 R D ol i i g />
20 L R A R R AN I U T R R R S 2
S A% U R BT B IE % . ELSEWEIDY 28077 30 Wy 4
A2 D Al AR A 5 R R A AT &R Y ) L (L e
NAFLD g d il 15 25- % 4k 225 (OH) D] /K F
S BB LRI . ARFF R E 2015 4F
1A Z 2018 4 1 AARBET] 2812 8 fE B G 7
NAFLD B #EAE R WF 58 4 5 B 783 1 43 B NAFLD
A R B B I 25 COHD D 7K B2 5 I PRAH G 4
FRi & &R0 25 (OHD D 78 NAFLD 835 il 5 R 4K
P b i w] R AE AL .

1 #EREFE

1.1 — %k $EHEL 2017 45 8 H & 2018 4F 7 A 7E
ABEITi22 8 Be iy NAFLD B & N5 4.
P AFF G LR MR NAFLD 3% 240 fi, H i 5
125 ] 4 115 B s S35 04k (47, 8 £8.5) & s AR 18 i
F L 5 01 B 4r A B4l NAFLD 4 (n = 95)
NAFLD 4 Jf %5 I8 1fi B 32 1 (IGR) 41 (n = 79) il
NAFLD &3 T2DM 4 (n=66) , % Fifi 1l 126 BUAS s i
FRARKS s 90 il 4 BRE J AR A A fit e X B4, HE o
B2 A5 B AR S (47. T8, 0) %, fi FEXT
MR M B CR O R4, HERR BE AR A I 2. & A
T2DM 187 BT B 2h B A 4 b s e s & . 1k
N AR AE AR BES B Z 0L S AL, IR A WA B H K
K@ 1) 2 F0A IRl 2 A5 O a2 B IR H AR

1.2 JEBIa ACHEBR FiZ Wi bR il 99 A AR ME: (DD
NAFLD 2 W W # H NAFLD i2y7 i &% 2016 i
KRN BB 55 D32 NAFLD 297 #5/8 : O BE£E ik
T sk B8 5 PR i B R D T 140 g B4 MR &
INF 70 gs QI RAE R £ Z R E K . = 01 8 X
B O ML AN AR (AL Al Jh & B ALT<<
70 U/L Al PEA =W H i (TG) T4 258 5 @ I IF B 7 &
B (LFC) =5 % s @ HEBR RS M M5 i I 0 25 1 T % %5
oAt mT 5 35 B8 WA 2R s [R) B 2 R S R AR
NAFLD 2 Wi B A] g7 s (2)4FE 8 18 ~60 % 5 (3D W) 2
s 191 HL AR H2 52 AR AN 25 40 ok 8 i 5l s Bl 9T SRR T
T . HEBRAR E - (DA 0 0 s B 55 P & 8 R
=140 g WK E =70 g & (O B HA ™ EAF
B TIREAS 0 & 5 (3) 212 M F R T Ak ok i 9
g S22 5 (O IE 3 AN H N IR 52 e JH 2 6 85 w4 i B
B AR T 24 1 1 S [ e 9 2% L O R S R IR R L O o 4 A
R D ORI B ER i 7 A5 s (5) 4F ik sk v 2L B A £
(6) 45 I PRI e Wk I 5 1 BB PR A5 (D)
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A RS A BN A B A X LS A ) S B U BB )T .
T2DM Fil IGR 2 Wihr S5 2010 Jx 36 I E IR Ph &
BIr e o IGR 2 Wibs i Ry 25 I8 s (FPG) 78
6.1~7.0 mmol/L A1 (g IR % 25 8% i 5 14 5% (OG-
TT)2 h J5 L BEAE 7. 8~11. 1 mmol/L,

1.3 Wi mi&lrTEY NG 2 & 110 8
T TR] SR AR BE A g ) 25 % 8 & 2R 4T B8 L % 0 4
AR [ 15 T L 52 U AR 5 BE £ [ P A1 41 38 19 i B A 56 R
B R TS R ARG B A
FLE S S = A 8B40 - (AR M 51 L B0 | SC Ak e
[ NN S W AR o NV R G Sl U i s N &1
o PR S CEL AR B AR T S A R L A R
W) (OIRE iz 3 IR IR R 25 9 0 I 0 45 . IR A b
S BRUTE B A R L A T R N R A RS A
R ARG BB N2 S RS A2
For XA VAN IESALE R 4 - (1) [n] 4 3 5 i
[ /N T 5 min; (2) [a] B (5 BT RN F 80% . S8 A
&I 5w HEZ AR AT RS A A L S = R AR
ORI N Y R DR AR W =g =N NI T NS S A - AN
J e FE B (BMD 5 52 56 % K6 A 220K 723 3 3 = 45 1 il
I # Jk e » R A 3l A= Ak 43 B A G B BS2000)
WL B [ (TC) TG AR %5 B g & 1 [ fx
(LDL-C) | /& % FE ig 2 (A R & 2 (HDL-C) \ALT K 1]
K H R AL B (AST) (FPG 4845 . Wb I 21 &
H (HbAlc) XK Premier Hb9210 47 5%E ., KA
154 H 3k 2 & 65 % 7 B i CADVIA Centaur®
XP) #0238 i 5 25 (FINS) FfiL i 25 (OH) D 7K -,
SR FH A A 2B 5 AR HTHE B (HOMA-IR) P74 R 5

AL AL HOMA-IR= FPG X FINS/22. 5,
H i ¢ T HOMA-IR B8 7 Bl = 1 40 i T e BEAE
R 2N AR AR ERE A 2~3"", R
GEOktimma64 fE 128 2 CT | % 5% it % LFC,
LFC>>5 % A i2 Wi i 1 JHF A 087

1.4 SEib2#abs  Of i /5 504 5 A Epidata 3. 0 4k
A 37 AR T ORS M RE R AR E B R, OF R A IBM
SPSS18. 0 F kAT 4 it 2% o0 . 48 K-S K 5 K 35 1F
B FEIESS AT EECR A s FoR . 41H
FLHR ¢ K556 22 201 18] b A8 R F O 25 50 Wk » 4 18]
P EL 3R F SNK-g K56 . AS T 2 1 25 40 A 1 i Yokt
KR AL B LM Py P 15278, 22 20 1) FL %5 R T
Kruskal-Wallis H F 0 % %, 44 7] 75 P9 kb &% H
Nemenyif 5 s THECFRBHH n (20 FoR Al EL T o
oz 35 5 AH O 73 AT R ] Pearson s B AH CrHrik. £
R 7#71 K Logistic Bl 9], P<C0. 05 /R 2 57
BEiEm L.

2 & ®

2.1 HANGIR AR AL Ts bR b i S4B #
WIS R 22 RSB L (P>0.05), 5
X B A L Hi A 3 4H % BMILFPG.HbAlc ALT,
AST. TG, TC. LDL-C., HOMA-IR f1 LFC F} .
HDL-C A1 25COH) D &K, 2 R B A G it % 5 X
(P<C0.05), Hai NAFLD 414l , NAFLD 4 f
IGR #Hfl NAFLD 43 T2DM 4] /% FPG.HbAlc,
ALT. AST. TG. TC. HOMA-IR #l LFC FF .
25(COH)DFEAR . 22 5 ¥ B A Ge it 2% 3 L (P<C0. 05) .,
W1,

*® 1 BHERFH R ENIEIRLE

a1 ., B/ AE I BMI FPG HbAlc ALT AST
(n/n) (€ =) (kg/m?,7+£s) (mmol/L,7=%5s) (%, %) [U/L,M(Ps;,P75)] [U/L,M(Ps;.P75)]
gl NAFLD 2 95 49/46 47.8+7.8 25.24+1.3 5.740.5 5.340.6 52(46~67) 51(40~62)
NAFLD 43 IGR 4 79  41/38 48.1+8.2 25.941.6 6.740.9 5.540.4 54(43~172) 52(38~67)
NAFLD &3 T2DM 4 66  35/31 47.6+8.4 25.1x=1.4% 8.14+0.7% 6.740.5% 58(45~83) # 55(40~74) %
fele JE F MR 41 90  45/45 47.7+8.0 23.3+1.8%A 5.24+0.8%4A 4,8+0.5%4 20(15~28) %A 25(14~29) %A
it 0.1182 0.927b 63. 2650 188. 620D 242, 376b 194, 900¢ 187.299¢
P 0. 990 0. 206 0.003 <C0.05 <20. 05 <20.05 <0. 05
gxR1 FHRKRBB R ENIERILER
151 . TG TC HDIL-C LDL-C 25(OH)D HOMA-IR LFC
[mmol/L.M(Py5 .P75)]  (mmol/L.F=%s) (mmol/L.7=%s) (mmol/L.7%s) (ng/mlL,7%s) [M(Ps5 ,P75)] [% M(P25 ,P75)]
gl NAFLD 2H 95 1.7(1.3~2. D 2.2+1.8 1.2+0.3 3.6+0.8 13.544.6 1.2(1.0~1.5 12.6(8.2~18.3)
NAFLD 43 IGR 41 79 1.8(1.6~2.5) 2.3+1.6 1.2+0.5 3.6+0.5 12.4+4.7 L4 1~1.7) 14.9(8.8~21.7)
NAFLD 43 T2DM 41 66 2.1(1.8~2.1# 2.3+1.5% 1.1+0.47 3.74+0.7% 11.8+4.4% 1.71.3~1.9# 21.2(15.0~34. ) #
{RE RS R 90 1.3(0.8~1.9 %A 2.1£1.9%A 1.3£0.3%4 1.4£0.2840 14,745,284 0.7€0.5~1.)* A 4.0(2.5~4.8) %A
GiiHiE 155. 420¢ 28. 274b 39. 966b 138. 841b 216. 504b 139. 026¢ 252. 600¢
P <20.05 0.037 0,022 <20.05 <20.05 <20. 05 <20.05

TEa o2 .0 9 FAH.c Jg H{H 5840 NAFLD 41 H 48, * P<<0.05;5 NAFLD &3 IGR 41 4 . # P<<0.05;45 NAFLD &3 T2DM 41 4.2 P<<0. 05
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2.2 NAFLD ## &4 T2DM KB H & 2 W&
Logistic |l 5 43 7 R 48 NAFLD & & & & & Jf
T2DM 4> 4 NAFLD & 3 T2DM 4 (n = 66) Fl
NAFLD A4 3f T2DM 4 (n=174) , LA NAFLD 4 Jf
T2DM 4 K (A 748 i, WA J7 7% : 1 = NAFLD 40 & 5+
T2DM,0=NAFLD 4| A~ & T2DM, Lk BMI,FPG,
HbAlc, ALT. AST. TG. TC. LDL-C, HDL-C. 25
(OH)D,HOMA-IR f1 LFC y A w72 N E
Logistic [0l I3 43 #7. 45 £ & . BMI(OR = 1. 922,
95% CI. 1. 175 ~ 3. 143, P = 0. 023), LFC (OR =
2.464,95%CI:1.263~4.807,P=0.005) il HOMA-
IR(OR=4.229,95%CI:2.250~7. 949, P<C0. 05) j&
NAFLD % 4 T2DM (#) & Fs £, 25 (OH)D(OR =
0.457,95%CI:0. 240~0. 869, P<C0. 05) J& NAFLD
KA T2DM R4 R &= WL 2,

2.3 HOMA-IR =430 43 40 5 4 4 I PR AH 56 58 45 He
% RPE HOMA-IR (B, % 240 ] NAFLD g #4# =
SRy HOMA-IR<<1. 2 4. HOMA-IR1. 2~
1.6 AF HOMA-IR>1. 6 4, i 5 HOMA-IR & 1
Jins BMI, HbAlc, TG, LDL-C f1 LEC /& F} & . 25
(OHD KPR, ZR B HASR I E X (P<
0.05), i3k 3,

#*2 NAFLD 8FZR 4% T2DM R E R
£ E % Logistic BVA9#
Ei4an B SE  Waldy? OR 95%4CI P
BMI 0.635 0.251 4.635 1922 (1.175~3.143)  0.023
LFC 0,902 0.341 6742 2464  (1.263~4.807)  0.005
25(OFDD  —0.783  0.328 9.828 0.457  (0.240~0.869) <0.05
HOMA-IR 1442 0.322 11721 4.229  (2.250~7.949)  <C0.05

%3 HOMA-IR Z 43 43 HIE F AR HH X IBIRLL B
i § W/ 4 AER BMI FPG HbAlc ALT AST
(n/n) (%7t (kg/m? ,x+s) (mmol/ L,z=%s) [€ZF==D) [U/L.M(P2s ,P75)] [U/L.M(P2; ,P75)]
HOMA-IR<71.2 £ 80 46/34 47.748.1 24.8+1.8 6.840.9 4.940.8 55(38~65) 53(42~70)
HOMA-IR 1.2~1.6 41 83  42/41 47.748.3 25.54+1.3 6.940.8 5.640.5 55(40~62) 52(36~68)
HOMA-IR>1.6 41 77 37/40 47.948.1 26.441,4% 7.14:0.9 6.6+0.6% 56(42~79) 54(40~72)
G 1.5152 1.033 110. 046b 17. 525 145. 260b 3.001¢ 2.641¢
P 0.469 0.528 <0.05 0.081 <0.05 0.126 0.151
k3 HOMA-IR =4 fi 53 /5 & Al K18 X fE#R L&
5 . TG TC HDL-C LDL-C 25(0OH)D LFC
[mmol/ L, M(Pss . P75) ] (mmol/ L,z=+s) (mmol/L,z=+s) (mmol/L,z=+s) (ng/mL,z+s) [% .M(P25 ,P75)]
HOMA-IR<C1.2 4] 80 1.3(0.8~1.7) 2.241.9 1.140.5 3.440.9 15.44£5.2 11.2+6.6
HOMA-IR 1.2~1.6 41 83 1.9(1.2~2.2) 2.2+1.6 1.240.7 3.640.7 13.744.9 16.0-6.2
HOMA-IR>1. 6 £ 77 2.3(1.9~2.8)# 2.2+1.7 1.1+0.5 3.940.6% 10.145.0% 27.446.8%
it 76. 742¢ 4.107b 1. 065b 68. 4620 182. 627P 131. 258P
P <0.05 0.083 0.107 <0.05 <0.05 <0.05

el 2 MY O F Al HAf 5 HOMA-IR<1. 2 41t

* P<<0.05;

5 HOMA-IRL. 2~

1.6 4, = P<<0.05

2.4 HOMA-IR. ML 25(OH)D 5% R4 $8 47 40 56
M4 HOMA-IR 5 BMI,HbAlc, TG.LDL-C f1
LFC ZERFL IE AR IE A 6 R 5 ¥ 2 IE A & (P <<

0.05) ;1 25(OH)D 5 BMI. TG.LFC il HOMA-IR
TEARMEIE AL IEAH 2 2 5 34 8 fUkH 26 (P<<0. 05)

W 4.5,
x4 HOMA-IR 55K &ig#r1E K4
R IE & IE
ERY
ri P, ro P,

BMI 0.317 <20. 05 0.321 <20. 05
HbAlc 0.212 0.021 0. 209 0. 045
TG 0.224 0.009 0.216 0.027
LDL-C 0.263 <20. 05 0. 230 0.001
LFC 0.421 <0. 05 0.437 <0. 05

®5 Mm% 25(0H)D 5IaR &R XK
iR KB IE EIE
r1 P, s P,

BMI —0.282 0.002 —0.291 <20. 05
TG —0.216 0.008 —0.218 0.007
LFC —0.270 0.010 —0.281 0.003
HOMA-IR —0. 341 <20. 05 —0. 355 <C0. 05
2.5 LFC =4fidl )5 25C(OH)D fl HOMA-
IR AP BT ¥ LFC M =73 i ik 73 o LEC<<

14. 3% 4 LFC14. 3% ~24. 4% 4 Fl LFC>>24. 4%
M 25 R R 4 4l 25 (OH) D /K FBfi LFC
3% i T P& 1% » HOMACIR fB TH 35, 22 53 2 B A 483
SR L(P<<0.05), Pearson #4347 45 5 5t
LFC 14.3% ~24. 4 % F1 LEC™>24. 4 % 20 5 & 115 25
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(OH)D #1 HOMA-IR ¥ & i/ 5¢ , H X} BMI fil TG
WRh B Z TR IE )G . LEC > 24, 4% 4 I R i Fh 45 5

ELA 8o A 6 (r= —0. 472, P=0. 001), W
%6,

x6 LFC =/ fa BREMmiE 25(0OH)D 1 HOMA-IR # %4

R IE KEIE

20 5 n  25(0OH)D (ng/mL,zT+s) HOMA-IR(Z =+ 5)

o P, r P,
LFC<<14.3%4 80 14.74+4.8 1.2+0.7 —0.228  0.058 —0.206  0.103
LFC14. 3% ~24. 4% 4 80 13.8+4.6* 1.44+0.5 —0.315 0.047 —0.313 0.052
LFC>24. 4% 4 80 11.744.9% 1.5+0.5 —0.496  <<0.05 —0.472  0.001
At 240 13.945.8 1.340.8 —0.341  <0.05 — —
F 26.503 10. 458 — — — —
P <0.05 0. 003 — — — —

W P<<0.05,5 LFC<<14. 3% 41 b4 ; — F s IR

3 i+ it

2002 4F 35 E 0 2 28 NAFLD Mg 105 I 43 Y
ol Sy R L E SR BR DRG0 B RN A 5 A5 At S 3K
JHF R 463 25 R 25 10 92 ol 140 4G, 5 07 98 45 4%+ JHL o o %
(I35 B 4 P g W (SFL) L 3 106 K5 1t B8 i M I 48
(NASH) Al NASH # 5¢ Jf 6 1L & BEA: 0F 58 &
M.NAFLD 5 T2DM [y kA & R % V), — 34 W 7] 6
SRR I R A B fE B TR 2R FE R AR R R R AN A B AR
(1) BRI 3 1 P 10 P A8 X AT g 2 ] — 9 R 1 R
Pl BLL B . T2DM & LA % /K 7 K Ak F
S T RS 224 W AT i R 2 R B AR O SR
Ji o 2 T 5 A A7 it 6 o T AR A A7 B B . 22 A A
i BT A Ak Sy B 05 A6 JOE P R R, 2 1S SO 240 B B
AR PE VIR FE PR T2, X J& T2DM B 5 & 3F NAFLD
R o i RN (€ (A = 5 v Ny B 7 s B L W
NAFLD [ % #5272 o i 3 1 224E . & NAFLD &
AR EE G P E . NAFLD % 1E 5 2 He b f s ik
A ZE AL AL AT RO ZE AL | 1 B A IR
HZAUM T2DM [ kA . AWFse s it & B, 5 fd
T BB 2 A e . NAFLD % BMILFPG.HbAlc,ALT,
AST.TG.TC.LDL-C,HOMA-IR 1 LFC F} & ., HDL-C
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