fyT SR 20 2 B PR B

A RIHRT e 4Ede . AT EfL
ARG AE 9 i 177 12 0 1) 52 T

RS, AN, B, Rk CFIFE BN ARER 25708, i 757 810000)

WE: B KT KN TT R 250 288 R (diabetes mellitus type 2, T2DM)

B R R 2T 4l . AL ANARSAE S 105 12 - (metabolic associated fatty
liver disease, MAFLD) [, F33%& PA20194E4 H $£20234F9 HEH A H VN RE
Beati2 819G T2DM & 2 N FE o G o WER B FH N 5%, JERIE. SKin =R &

2N s R A g T NEE R R, N £ IR &K Logisitic 7] )43 A T2DM B 3 & A 3k e ST 41
el B MAFLDISZI R ZR . £55R 2 & Logisitic[| 33 R W, Fid= 604
(OR = 1217, 95%CI: 1.114~1.329, P < 0.001) . fk#15% (body mass index,

BMI) = 25 kg/m’ (OR = 1.657, 95%CI: 1.203~2.282, P=0.001) . y-23% BtH:#50
(gamma-glutamyltransferase, GGT) > 50 U/L (OR = 1.792, 95%CI: 1.175~2.732,

P =0.006) . ZFfEIMFE (fasting plasma glucose, FPG) > 6.1 mmol/L (OR = 1.367,

95%CI: 1.141~1.637, P < 0.001) . 1R (OR = 1.904, 95%CI: 1.468~2.469,

P < 0.001) ;&T2DMEH KA RIAR A 4Etb e i 2=, MR TR 259 2t 7
% (OR = 0.407, 95%CI: 0.234~0.707, P =0.001) . 51 (OR = 1.893, 95%CI:

1.344~2.665, P < 0.001) . FmEKES (OR = 2.416, 95%CI: 1.503~3.882, P <
0.001) . GGT > 50 U/L (OR = 1.552, 95%CI: 1.138~2.118, P =0.005) . FPG >
6.1 mmol/L (OR = 1.405, 95%CI: 1.073~1.839, P =10.013) . i (OR = 1.893,

95%CI: 1.353~2.647, P < 0.001) ZT2DMHE K4 ML 1 G R 2, NRMmTT
KW R E (OR = 0.829, 95%CI: 0.704~0.976, P =0.024) . 5t (OR =
2.015, 95%CI: 1.369~2.967, P < 0.001) . BMI = 25 kg/m’ (OR = 1.872, 95%ClI:

1.394~2.514, P < 0.001) . FARIMAE (OR = 1.993, 95%CI: 1.387~2.865, P <
0.001) . JJESZEIHFEE (homeostasis model assessment of insulin resistance, HOMA-
IR) > 3% (OR=1.243, 95%CI: 1.060~1.458, P=0.007) ;2T2DMHE¥ &K 4MAFLD
IR PR 2, BTG S RGP & (OR = 0.592, 95%CI: 0.441~0.795, P <
0.001) . £ fhyT2RZG¥ AT FXIKT2DM B8 35 it Je A KT 41 4 AL R R4 () R AE 2R, X
MAFLD & A5 2 o B 2 521

KRR YT 27YBEIRE; FAF4EfL

Effects of statins on progressive liver fibrosis, liver cirrhosis and metabolic associated
fatty liver disease in patients with type 2 diabetes

Yu Haizhong, Zhang Songda, Li Jincai, Li Huye (Department of Pharmacy, The Fourth
People’s Hospital of Qinghai Province, Qinghai Xining 810000)

Abstract: Objective To investigate the effects of long-term statin use on progressive liver
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fibrosis, liver cirrhosis and metabolic associated fatty liver disease (MAFLD) in patients
with type 2 diabetes (T2DM). Methods Total of 819 patients with T2DM in The Fourth
People’s Hospital of Qinghai Province from April 2019 to September 2023 were selected.
Demographic, comorbidities, laboratory indicators, medication history and lifestyle of patients
were collected. Multivariate Logisitic regression analysis was used to analyze the influence
factors affecting the prevalence of progressive liver fibrosis, liver cirrhosis and MAFLD in
patients with T2DM. Results Multivariate Logisitic regression analysis showed that age =
60 years (OR = 1.217, 95%CI: 1.114~1.329, P < 0.001), body mass index (BMI) = 25 kg/m’
(OR = 1.657, 95%CI: 1.203~2.282, P = 0.001), gamma-glutamyltransferase (GGT) > 50 U/L (OR =
1.792, 95%CI: 1.175~2.732, P = 0.006), fasting plasma glucose (FPG) > 6.1 mmol/L (OR =
1.367, 95%CI: 1.141~1.637, P << 0.001) and drinking (OR = 1.904, 95%CI: 1.468~2.469,
P < 0.001) were the risk factors for progressive liver fibrosis in patients with T2DM, statins
was a protective factor (OR = 0.407, 95%CI: 0.234~0.707, P = 0.001). Male (OR = 1.893,
95%CI: 1.344~2.665, P < 0.001), family history of liver cancer (OR = 2.416, 95%CI:
1.503~3.882, P < 0.001), GGT > 50 U/L (OR=1.552,95%CI: 1.138~2.118, P=0.005) ,
FPG > 6.1 mmol/L (OR = 1.405, 95%CI: 1.073~1.839, P = 0.013) and drinking (OR =
1.893, 95%CI: 1.353~2.647, P < 0.001) were the risk factors for liver cirrhosis in patients
with T2DM, statins was a protective factor (OR = 0.829, 95%CI: 0.704~0.976, P = 0.024).
Male (OR = 2.015, 95%CI: 1.369~2.967, P < 0.001), BMI = 25 kg/m’ (OR = 1.872,
95%CI: 1.394~2.514, P < 0.001), hyperlipidemia (OR = 1.993, 95%CI: 1.387~2.865,
P < 0.001) and homeostasis model assessment of insulin resistance (HOMA-IR) > 3%
(OR = 1.243, 95%CI: 1.060~1.458, P = 0.007) were risk factors for MAFLD in patients
with T2DM, standardized insulin therapy was a protective factor (OR = 0.592, 95%CI:
0.441~0.795, P < 0.001). Conclusions Statins can reduce the prevalence of progressive liver
fibrosis and cirrhosis in T2DM patients, but there was no significant effect on the incidence of
MASLD.

Keywords: Statins; Type 2 diabetes; Liver fibrosis

2RUME PRI (diabetes mellitus type 2, T2DM)
358 00 77 R B R KR AR A S A T
Bafh i AR ) 9 RE RV e AT FE D . PR b 6
W) A B N o ML A5 0 R AT AE T 2R 1 A7 i
DR, il 7 2 T2DM BB 3 1) 2 4B A
DRI, O%oF JHE 2 4 A 1R 7 Aty A R T A0 A0 T ikt 26 2 5
O IR T TR ALY o s BB 3 A o I
s N, AT SR 2590k HE3F T PR s iR
% GRENED OB, ek, KT h
VTR 259055 e 8 VR S8 JE 3 A R I 7T AL 4G
R, HOCT YT R 2% T2DM 35 3l e
A b e ) E A IR . BTz H TRy i
JRIAF A 4B EAE 25, T SRR E T R
EFI AT RE /2 — MBUFI R ASHIE 58 $00 08 i A I 1
WA, iR AT 2254 5 T2DM G i3 e T

Yl AR ARSI MR Wi YE A (metabolic
associated fatty liver disease, MAFLD) [H]HI¢ R .

1 BERERE

L1 BFfat & LA2019%4 H £20234E9 H 7EH 44 5
9N B B= B 2 1) 8 19 T2DM & 25 9 i 78 %) 4
PINARHE: OT2DMPZ W #F& b 2 B8 JR
Bidafar (20174EKR) ) MAHSehRE", B2 g im
B# (fasting plasma glucose, FPG) = 7.0 mmol/L,

BT G2 hIffE = 11.1 mmol/L; @4E#Y18~70%,

ABRVER . HEBRARAE: O1EUE R B OWiHE
PRI S8 BRN R ek P i 23 B e . QKM
F ] R 5 500G D7 14 i SR G 2% . @A EIE
FARLE; OMEREZAEN. . 2491
A PRSP . B S e e T R
PR SRS . A RATFRE BN RERER S



HEERSHEZED, EFEeH
[3]1 5.

1.2 #F R 7k BB A T, HT2DME
oy kR W AF 4 Ak 2H A0 R 3 N A 4
e s JHBE A0 2 RN R A 4 s AR A O g D
B  (metabolic associated fatty liver disease,
MAFLD) HHMIEMAFLD . R HLogisitic[al )4
I3 M SE M T2DM R 2 3t JiE ) JH 27 41k . SR A A0
MAFLDAH IR 2 o 3 i HH 2 4E A A R4 112
HRARIFEFHEALI2 I B iadT 2R (20194F) Pl: MAFLD
BEd, FFEEE (liver stiffness measurement,
LSM) = 15.0 kPayiHEfk,, LSM = 11.0 kPayit it
W 4l RS YRR B, LSM = 20.0 kPa
HNHTFRELY, LSM < 9.5 kPaHERg a3t i AT 41 4E 4L .
NFFE T RO~G W@ 8@ H AF ] — T ED 7]
ZMAFLDY™: Qi EA . v- 2B B
(gamma-glutamyltransferase, GGT) . KX &R
R ILH 40 (aspartate aminotransferase, AST) .
HNRAMREILFFLEE (alanine aminotransferase,
ALT) Jhis Q@FRAMNEREBERI, 0 HHE
K FFIXEE . Z SR ERER:; G4 E & %
eV . SRR 2B gINE TR, 4tk
SR R BRI 26 ST BUTR T IR s Q& &
PEE < 70 g/, HPE< 140 g/JH, BUGKIH
. OIS EEZE, WEiEiE. T2DM, e
s @M 2R AT G N T PR () s B 2212
Wrknites OFRFA RGP0 58 2 Wibr i
1.3 FEkH s M 0 A IR U6 R LR B R
OANO %R, AFEER . . Rk, 8.
JEFH . AEFE% (body mass index, BMI) ; @&
FiE, BEARWLEESIME. Sk SAEME.
O 1S PEIFIR RGBT OFEE
MBEAT L, BAEM R s, s R @Sk
BERELSR, i HER. % EREAN
. Hyl =B, FPG. HEfbMaEA. RE R
HEPrIe# (homeostasis model assessment of insulin
resistance, HOMA-IR) . AST. ALT. GGT. [fiL
A, IR BIHZ R, ORI,
AFEMITIR MR VGRS ZRIRYT: @&
Ao R AR

1.4 %t F 432 FKRAISPSS 24.0iE47 i1t 2270 #
WY L. BMIFIES MR R Y + 58
N, P B ECR IR AR ik 36 . . &
FRRE . 0 S S THECTOR AR e E Bk OR, T

S 202448

i

3 R

2 6] Eb 35 % i Pearson "6 6y 8 Fisherffi )k Z60% o
K H %2 K & Logistic R )3 43 #152 i T2DM £ 3k A= 313t
JEMAMF 2744 . PB4 . MAFLDHIAR S 2. LA
P <0.05hZERA g o

28R

2.1 —f& A 81941 T2DM i 3 g Ji2 W1 T 21 44k,
12141, ek AR 4 4E1b 69841, 1 4H F8 3 1 4
W BRI, BMI. FHEZES . SEE R, &
FERE R A HEEE . H il =fs. FPG. HOMA-IR.
AST. ALT. GGT. Mfi/Miit#. SHL R, VT
RUYHZ L ERA G E L (P¥<0.05) ,
L1, 819%IT2DM & 34 AFHE 4L 2 224, JERT
T BB 7971, P4 B T I K 52 . FPG.
GGT. BHHL R F My 2590 FH 24 5 22 7 6 e it 2
B X (P¥<0.05) , WE2. 819%IT2DM i #
MAFLD#E#1576], JEMAFLD&EE 66241, P
MRS . BEE. JEEEE . BMI. e fIE I . A IH [F
B, mE AR R AEEE . Hih =K. Pk g
H. HOMA-IR. I8 H. fhyTSRAYH 25 .
VO IE B 097 R E R B gt %3 L (P <
0.05) , W3,

2.2 T2DM & 4 it R R4 b e B B & K4 3R1
P < 0.10094R bR N RAE & (BMUF A7 53
LKA, NHHNABMD gINFEZK A Logisticlal 4,
b AN s &S U TS B O i I A s S U A
B RS PIHEEIRR IR 5 2, ik =53k
g, BIHEERHEEIRE, DO T AEER
WEEMBIFE, BEayy= 0.10, a,,= 0.05. 4iHEE
HI4ER = 60% . BMI = 25 kg/m’. GGT > 50 U/L,
FPG > 6.1 mmol/L. P ZT2DM i3 kA it e 1
JHAF b i e R 2, S AR TT SR 2590 52 IR 3 R
=, L3R4,

2.3 T2DM & # X A AR #ra B & S22 0T
Logistic[a AR, JgR2pP < 01004845 1E N A
A, ERFRWEME. HEXRESE. GGT > 50 U/L,
FPG > 6.1 mmol/L. Xl & T2DM & & K 4 fH i
i E R, NAMITRAG AR R E, W
x5,

2.4 T2DM & # X A MAFLD#W #a B & Z[ME2.2
7 Logistic[a| AR, FR3IPP < 0.1007F8 45
ERNHAR R, GREWPEE. BMI = 25 kg/m’,
B g I E . HOMA-IR > 3% 2 T2DME # k4
MAFLD ) fa s K 2%, #8697 £ R A
=, ke,
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xR 1 HREFTALECAMIEH R AL WA T2DM BEN—RZER

RN AT Ao AF iR AT AT et dn

AR (12161) (698%1) AT Pl
AT A
it (x£s, %) 63.14+ 1329 60.08 + 12.98 1=2.386 0.017
Bk (4] (%) ] 67 (55.37) 354 (50.72) 2 =0.895 0.344
g [ (%) ] 117 (96.69) 662 (94.84) 2 =0.761 0.383
WA P A B (%) ] 76 (62.81) 423 (60.60) 7=0211 0.646
BB (x+s, cm) 99.98 + 11.65 92.47 +9.03 1=6.748 < 0.001
BMI ( x+s, kg/m®) 28.41+542 25.92+4.93 t=5.052 < 0.001
btk
Rtz 4E (6] (%) ] 67 (55.37) 354 (50.72) % =0.895 0.344
B E [ (%) ] 51 (42.15) 293 (41.98) 2 =0.001 0.972
Bz (B (%) ] 76 (62.81) 454 (65.04) 2 =0225 0.635
A [ (%) ] 21 (17.36) 114 (16.33) 2 =0.078 0.779
Tt R R Gk [0 (%) ] 14 (11.57) 76 (10.89) 2 =0.049 0.825
TR [ (%) ] 37 (30.58) 183 (26.22) % =0.998 0.318
Rk XA £
Mz [ (%) ] 1(0.83) 7 (1.00) 7 =0.101 0.750
F R [0 (%) ] 14 (11.57) 33 (4.73) 7 =8926 0.003
FHEHE
BIeE B (x+s, mmol/L) 5.38+0.22 531+0.18 t=3.313 0.001
BHEEAEO BB (x+s, mmol/L) 127+0.15 1.42£0.26 t=18.920 < 0.001
Hb =B (x+s, mmol/L) 2.08+0.35 1.91+0.24 t=5.138 < 0.001
FPG ( x+s, mmol/L) 6.82+1.73 524+121 1=9.646 < 0.001
Bl FE (x+s, %) 7.27+0.05 7.27+0.07 £=0.000 1.000
HOMA-IR (x%s5, %) 346+ 1.15 2.91+0.63 t=5.129 < 0.001
AST (x%s, U/L) 2931+3.15 20.08£0.73 £=32.083 < 0.001
ALT (x#s, UL) 39.45 +12.82 36.89 = 11.84 t=2.168 0.030
GGT (x#s, UL) 58.96 + 7.65 30.82 4 1.57 t=40.316 < 0.001
M &E (x+s, glL) 150.39 + 16.47 151.26 + 14.25 t=0.547 0.585
Ao R (x+s, x 10°7L) 177.19 £ 62.71 205.16 + 60.29 1=4.683 < 0.001
BhesrE (x+s, pmol/L) 19.32+6.26 16.89 +5.57 t=4.347 < 0.001
B R S
Rt 5 (%) ] 47 (38.84) 382 (54.73) 7 =10.432 0.001
EHITEANS W [F] (%) ] 23 (19.01) 156 (22.35) 1 =0674 0.412
PR [ (%) ] 25 (20.66) 147 (21.06) 2 =0.010 0.921
SR 4] (%) ] 69 (57.02) 411 (58.88) 7 =0.147 0.702
MR B F 67 B (%) ] 22 (18.18) 116 (16.62) 7 =0.180 0.672
A ET N
FA [4] (%) ] 37 (30.58) 201 (28.80) 2 =0.159 0.690
ARIE [ (%) ] 46 (38.02) 225 (32.23) 2 =1.557 0.212

T PR SR B R AT N SR = 34 DY AR R 2RI L R . IOARE. S- IR BT L K KETER
SR SOy VI E DN v R
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3B FEARALLL (224)) EAFRRARLL (7974)) gt 2 1h Pih
AT A
Hib (x£s, %) 62.15 £ 13.01 62.81+12.75 £=0.239 0.811
k[ (%) ] 15 (68.18) 406 (50.94) 1 =2.547 0.110
g [ (%) ] 20 (90.91) 759 (95.23) 7 =0.182 0.670
WA P A (%) ] 13 (59.09) 486 (60.98) % =0.032 0.858
JEE (x+s, cm) 95.61 +11.43 96.62 + 10.97 1=0.426 0.671
BMI (x+s, kg/m) 26.87 +5.01 26.62+4.43 £=0.260 0.795
B FIE
Rt AE (5] (%) ] 12 (54.55) 409 (51.32) % =0.089 0.765
FHanE [ (%) ] 9 (40.91) 335 (42.03) 2 =0.011 0.916
Bz (B (%) ] 14 (63.64) 330 (41.41) 7 =4.343 0.037
s m (B (%) ] 4 (18.18) 131 (16.44) % =0.005 0.941
&R R A [(H (%) ] 2 (9.09) 88 (11.04) 2 =0.003 0.955
T2 [ (%) ] 6 (27.27) 214 (26.85) 2 =0.002 0.965
Rk LA BRAZ A L
o £ [#) (%) ] 0(0) 8 (1.00) - 0.637
FFBE R [#] (%) ] 5(22.73) 42 (5.27) % =9.050 0.003
EIEAE
¥ J2E B (x+s, mmol/L) 5.35+0.19 5.32+0.20 t=0.695 0.487
BEENEGRREE (x+s, mmol/L) 1.32+0.18 1.34+0.23 t=0.404 0.686
ik =8 (x+s, mmol/L) 1.99+0.29 1.97 +0.31 1=0.299 0.765
FPG (x£s, mmol/L) 6.51+1.59 537+ 1.40 1=3.754 < 0.001
Bl EE (x+s, %) 7.27+0.16 7.25+0.15 t=0.616 0.538
HOMA-IR ( x+s, %) 3.29+0.98 3.26+0.95 t=0.146 0.884
AST (x+s, U/L) 25.43 +1.94 25.02+1.87 t=1013 0.311
ALT (x=+s, UL) 40.43 £12.91 36.36 + 10.67 t=1755 0.080
GGT (x%s, UL) 59.62 = 8.01 3025+ 1.43 t=17.191 < 0.001
M EE (x+s, glL) 150.56 + 15.93 150.89 + 16.13 £=0.095 0.925
fr it gk (s, x 10°0) 189.93 + 61.54 200.84 + 65.19 t=0.775 0.438
¥fearE (x+s, pmol/L) 20.17 + 6.41 16.73 £5.32 t=2.975 0.003
ESEL NS
RTE [ (%) ] 6 (27.27) 423 (53.07) 7 =5714 0.017
T RANR Y () (%) ] 4 (18.18) 175 (21.96) % =0.026 0.872
PREH [(F (%) ] 4 (18.18) 168 (21.08) 2 =0.004 0.949
BMRE [#] (%) ] 12 (54.55) 468 (58.72) £ =0.154 0.695
MIEIR B E BT (B (%) ] 4 (18.18) 134 (16.81) 2 =0014 0.905
HET N
B [ (%) ] 6 (27.27) 232 (29.11) 2 =0.035 0.852
A [ (%) ] 10 (45.45) 261 (32.75) 2 =1561 0.211

T 2PN SR B R AT N A SR = 34T PIP I 2R AR 2 AR L TR e IOARE. S- IR T R BRRR L K K ETER
“-7 R Fisher WVIBERE, TRAKGHHEE.

B JAPEASBEH Bk 2 4% R IR RELA 25 5
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%3 MAFLD 4 53F MAFLD %A T2DM EEH—ARER

I E MAFLDZL (15741 ) 4EMAFLDZE (6624 ) St EMh Pi&
AT A
Hib (x£s5, %) 62.43 £ 12.64 62.57+12.79 t=0.124 0.902
B (%) ] 119 (75.80) 302 (45.62) 7 =46.262 < 0.001
Rk B (%) ] 144 (91.72) 635 (95.92) ' =4.823 0.028
WP A B (%) ] 93 (59.24) 406 (61.33) 2 =0234 0.629
JEE (x+s, cm) 97.08 + 12.26 93.94+9.95 1=2.984 0.003
BMI (x+s, kg/m’) 28.64+6.01 25.19+4.28 1=6.796 < 0.001
B FIE
Rt AE (6] (%) ] 81 (51.59) 340 (51.36) 7 =0.003 0.958
FHanE [ (%) ] 57 (36.31) 287 (43.35) 2 =2.588 0.108
Bz (B (%) ] 98 (62.42) 246 (37.16) 2 =33.240 < 0.001
s gm [ (%) ] 26 (16.56) 109 (16.47) % =0.001 0.977
&R R kA (B (%) ] 15 (9.55) 75 (11.33) 2 =0.409 0.523
T2 B [P (%) ] 39 (24.84) 181 (27.34) 7 =0.404 0.525
Rk L ABRAZ IR L
B S [#) (%) ] 2(127) 6 (0.91) 2 =0.001 0.976
FF8 Rk [#] (%) ] 12 (7.64) 35 (5.29) 7 =1303 0.254
RIERE
¥ JeE B (x+s, mmol/L) 5.46 +0.25 521+0.18 t=15218 < 0.001
HEEREGIEEEE (x+s, mmol/L) 1.24£0.15 1.41+£0.22 1=15.259 < 0.001
Hib Z 8 (x5, mmol/L) 2124037 1.83+£0.19 t=11.956 < 0.001
FPG ( x+s, mmol/L) 6.01 +1.62 5.95+1.58 1=0.426 0.670
Bl Fa (x+s, %) 7.31+0.19 7.18+0.23 t=17385 < 0.001
HOMA-IR (x%s, %) 333+ 1.07 2.79 +0.65 t=6.064 < 0.001
AST (x+s, U/L) 2529+ 1.91 25.41+1.83 t=0.732 0.464
ALT (x+s, UL) 3845+ 11.68 39.73 + 11.90 t=1216 0.224
GGT (x+s, UL) 48.62+5.60 49.01+523 1=0.829 0.408
mFEH (x+s, gL) 724+021 7204022 1=2.066 0.039
Ao RIS (x+s, x 10°7L) 195.62 + 62.47 196.83 + 65.06 t=0211 0.833
Bk (x+s, pmol/L) 18.93 +6.53 19.02 + 6.84 £=0.149 0.881
ESEZ NSNS
HITHE [#] (%) ] 69 (43.95) 360 (54.38) 7 =5536 0.019
T RAR S (B (%) ] 31 (19.75) 148 (22.36) % =0.507 0.477
PIEH [(# (%) ] 29 (18.47) 143 (21.60) 2 =0.749 0.387
SR 4] (%) ] 82 (52.23) 398 (60.12) 7 =3.258 0.071
MSEMR B Z 677 (0] (%) ] 13 (8.28) 125 (18.88) 7 =10.181 0.001
£ ET N
B [ (%) ] 42 (26.75) 196 (29.61) 2 =0.502 0.479
B (5] (%) ] 66 (42.04) 205 (30.97) 2 =1026 0.008

VE: 2L SE 4 R A B R R RER 2= 34 s T 2 T e 2 IR H R XUERRE . S- IR TR K KB
SRR DE T B, 2 0 B IR  %



#4 T2DM BELEFHBRHAFFHELNSEZE Logistic @Y

*® B SE Wald 5 PfH OR1H 95%CI
wH 0.070 0.037 3.642 0.056 - -
e

< 60% Ref

= 60% 0.196 0.045 18.946 < 0.001 1.217 1.114~1.329
BMI

< 25 kg/m’ Ref

= 25 kg/m’ 0.505 0.163 9.556 0.001 1.657 1.203~2.282
GGT

< 50 U/L Ref

> 50 UL 0.583 0.215 7.338 0.006 1.792 1.175~2.732
FPG

< 6.1 mmol/L Ref

> 6.1 mmol/L 0.312 0.092 11.496 < 0.001 1.367 1.141~1.637
AR

& Ref

P 0.643 0.132 23.555 < 0.001 1.904 1.468~2.469
BRI AT £ 4

& Ref

3 —0.898 0.282 10.133 0.001 0.407 0.234~0.707

#: Ref HZHT, RTCAHRH L -
=5 T2DM BEXERENLHIZEZE Logistic Y3547

* B SE Wald Pi& ORfA 95%CI
FH -0.088 0.041 4.542 0.033 - -
M3

* Ref

5 0.638 0.175 13.354 < 0.001 1.893 1.344~2.665
98 Rk S

ks Ref

P3 0.882 0.242 13.286 < 0.001 2.416 1.503~3.882
GGT

<50UL Ref

> 50 U/L 0.440 0.158 7.720 0.005 1.552 1.138~2.118
FPG

< 6.1 mmol/L Ref

> 6.1 mmol/L 0.340 0.137 6.131 0.013 1.405 1.073~1.839
BT £ 4

& Ref

2 -0.187 0.083 5.057 0.024 0.829 0.704~0.976
ARIB

ES Ref

2 0.638 0.171 13.899 < 0.001 1.893 1.353~2.647

1E: Ref NSE T,

“-7 ONTERI R -
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% 6 T2DM B %44 MAFLD % [E & Logistic EYASN 4T

AR/ A& B SE Wald Pia OR/A 95%CI
wH 0.145 0.060 5.868 0.015
A

ES Ref

5 0.701 0.197 12.630 < 0.001 2.015 1.369~2.967
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