Advances in Clinical Medicine IfiRE 23k, 2025, 15(2), 1799-1807 Hans X0
Published Online February 2025 in Hans. https://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2025.152539

2BVRERIR S FH S HEXEREREER
TG/HDL-C5 BFRE S Bh T HH X 1 i o

EE@', BAR, X

BB R R SAR S A 2R e, b AR
URIMNERFR A FTA AR, L9 M
SHFAETARER R, WAt AFE

Weks H . 20254F1 280 A EM: 20254F2H21H; KA HM: 20254F228H

wm B

H F - 3R 5 28088 PRI (T2DM) & FEAR AR S8 7 4 % (MAFLD) 2% I TG /HDL-C5 PR AR i AR AR
Tk E2023FE9 8 £2024FE8 TAFET ARER W WAHEREZIGIT27~755 T2DM & 3
MAFLD 8 & 351865 . AR AR T AL Fie 5 238 1 0 7™ B2 42 1) 2 3 08 5 30 (CAP) /K (SO: CAP < 238
dB/m, S1: 238 dB/m < CAP < 260 dB/m, S2: 260 dB/m < CAP < 292 dB/m, S3: CAP > 292 dB/m)} &
HNAEEE RS B A A 80 fn EE TR AR IF R A 1065, A ZREWWEHM=BK(TG). KFHE
fi& B 45 B[ B2 (LD L-C) « 7% ¥ A5 2 (1 B [E| B¥ (HDL-C)» TG/HDL-C. AR E B (ALT). S EZEFF(AST).
R EIEB(BMI) BRI B BB S B CAPE (AB/m)E3E R . 8% (1) EERITZLBMI. FPG. FINS.
FCP. HOMA-IR. HbAlc. TC. TG. LDL-C. ALT. AST. y-GGT. TG/HDL-C. CAP¥ & FIE&E sl
W, ZERBEGEHFER (P < 0.05). (2) Xf&$EbriTPearson/SpearmantitE B, CAPE
FINS. FCP. HOMA-IR. TG. ALT. AST. y-GGT. BMI. TG/HDL-CZ%¥ 2 EMX(rE 2 5)50.407.

0.392. 0.422. 0.547. 0.381. 0.433. 0.368. 0.538. 0.568). (3) 1T _itLogisticZFERE A5
#i: TG/HDL-C. LDL-C. BMI. ALTR T2DM-& 3MAFLD 5 3 FF i i 528 (57 /5 K R & (TG /HDL-C 95%
E{5XH1.726 (1.238,2.407), P=0.001). (4) ¥*TG/HDL-C. TG. LDL-C. ALTARAROCHIZ4 7,

B TEARAHA: 0.753, 0.747. 0.609. 0.695. H:HTG/HDL-CEUKEE54.7%, ¥5E86.3%, TG.
TG/HDL-C35 58 7 9l T2DM & 3+ MAFLD & & 1) & & AT it fg 5 & 4%, (HTG/HDL-CH MM EER (P =
0.000), EBHZH%E .

XA
2RUE R, AREAESRHRRTMERTR, TG/HDL-C

EIEE .

EGI A A, KA, ¥, 2 ZURE R G AR G 1 98 A 1) TG/HDL-C 5 AT B I A8 AH e R A 72 1),
I PR I 234 2, 2025, 15(2): 1799-1807. DOI: 10.12677/acm.2025.152539


https://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2025.152539
https://doi.org/10.12677/acm.2025.152539
https://www.hanspub.org/

i

=

v
&

Study on the Correlation of TG/HDL-C with
Hepatic Steatosis in Patients with Type 2
Diabetes Mellitus Combined with
Metabolism-Related Fatty Liver Disease

Yadi Cuil, Dongyu Zhang?, Tao Wu3*

1Graduate School of Hebei Medical University, Shijiazhuang Hebei
2Graduate School of Xuzhou Medical University, Xuzhou Jiangsu
3Department of Endocrinology, Shijiazhuang People’s Hospital, Shijiazhuang Hebei

Received: Jan. 28™, 2025; accepted: Feb. 21%, 2025; published: Feb. 28, 2025

Abstract

Objective: To investigate the correlation between TG/HDL-C and hepatic steatosis in patients with
type 2 diabetes mellitus (T2DM) combined with metabolism-associated fatty liver disease (MAFLD).
Methods: A total of 186 patients with T2DM combined with MAFLD aged 27-75 years who were hos-
pitalized in the Department of Endocrinology of Shijiazhuang People’s Hospital from September
2023 to August 2024 were selected. The patients were categorized into 80 cases in the non-severe
hepatic steatosis group and 106 cases in the severe hepatic steatosis group according to the level of
controlled attenuation parameter (CAP), which represents the severity of hepatic steatosis (S0: CAP
<238 dB/m, S1: 238 dB/m < CAP < 260 dB/m, S2: 260 dB/m < CAP < 292 dB/m, and S3: CAP = 292
dB/m). The steatosis group consisted of 106 cases, and triglycerides (TG), low-density lipoprotein
cholesterol (LDL-C), high-density lipoprotein cholesterol (HDL-C), TG/HDL-C, alanine aminotransfer-
ase (ALT), alanine transaminase (AST), body mass index (BMI), and CAP value of transient elas-
tography parameter (dB/m) were measured in all the subjects. Results: (1) BMI, FPG, FINS, FCP,
HOMA-IR, HbA1c, TC, TG, LDL-C, ALT, AST, y-GGT, TG/HDL-C, and CAP were higher in the severe ste-
atosis group than those in the non-severe steatosis group, and the differences were statistically sig-
nificant (P < 0.05). (2) The correlation analyses of each index showed that the Pearson/Spearman
correlation analysis showed that the BMI, body mass index (AST), transient elastography parameter
CAP value (dB/m), and other indexes were higher. Spearman correlation analysis showed that CAP
was positively correlated with FINS, FCP, HOMA-IR, TG, ALT, AST, y-GGT, BMI, and TG/HDL-C (r-val-
ues of 0.407, 0.392, 0.422, 0.547, 0.381, 0.433, 0.368, 0.538, respectively, 0.568). (3) Binary logistic
multifactorial regression analysis was performed to conclude that TG/HDL-C, LDL-C, BMI, and ALT
were independent risk factors for hepatic steatosis in patients with T2DM combined with MAFLD
(TG/HDL-C 95% confidence interval 1.726 (1.238, 2.407), P = 0.001). (4) Substituting TG/HDL-C,
TG, LDL-C, and ALT into the ROC curve analysis, the areas under the curve were 0.753, 0.747, 0.609,
and 0.695, respectively of which the sensitivity of TG/HDL-C was 54.7% and specificity 86.3%, both
TG and TG/HDL-C could predict severe hepatic steatosis in patients with T2DM combined with
MAFLD, but the predictive value of TG/HDL-C was superior (P = 0.000), which was statistically sig-
nificant.
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1. 5|8

Ak, REREEY UK RZEL R G, A SR 7 V% (Metabolically associated fatty liver
disease, MAFLD)[1 & et 230 EFF KIS, @ H gl 8 & S0 8. 435 E[1]. MAFLD F
L BEATLA) 2 70 S i o AR D AR R e A= 8L, 51 AR L AE JF 4 i P (903 8 5 AR5 A 9% - MAFLD I |y
7 PP U P 0 2 e A R S A VA 1 R I PR JHF 6 P AT 2 AN 5 i s PR AP A R TR R AL, P T B85 R N I
FE[2]. HATIEPREN X MAFLD I& AR K IAVNGTT B, #1250 1 & 2 AL 5 B Be s, 89742
BAFHET . H Il = BTG E N EA A T KRR B AR A SR N . 127 B RS IR R
TG AERMARR > 2 —, KB A RFFE SR TOIRAS, 2 HES) MAFLD FdkRE[3]. MR AR 8 A i e % BT
JEEE FI(HDL-C), w] LMEN G5tz %4 2 5 10 [0 )30 ) #2ia 1 F2 [4]. HDL-C B Huah ik readift . Hit
Al I N A AR SO L CRP PRI [S] [6]. AFFEERMT, HDL-C /KFX i (¥ &7 & 6 1a) 15
YEF[7]. TG /HDL-C FGAE @ s i 5 AR AN T Dh e 45 00 00 B B A AR bw o i Fa bn AN SRR i i I TILAE 7 5%
SRRy, RRIURTVE S ERRN 5 R R S [F]CHE B 5 3 KT (IR) I FE AR (8] [9]. IR /2 2 AUHEIR
J#(Type 2 diabetes mellitus, T2DM)CERIALS], HwE &I MAR R, A 5L 7 TG/HDL-C 5 T2DM
X%, KWL TG MBI HDL-C /KT R Gt 2 REF1 B-4H M 1 FH 0 g & 245 5 A1 73l [10]. T8
R E WA Z SR I, TG/HDL-C LB AE Ay — ol i Il 5% 2 40& MAFLD. T2DM [0 57 1 55 4]
#, AlfefEN MAFLD. T2DM A R &5/ FillFa R £E[11] [12]. MAFLD 5 T2DM K BA 3L [F) 55 AL
IR 771 ELAH 38 T BT 3R, (H 2 [E N 7E T2DM 4 3 MAFLD A#H%f TG/HDL-C 5 T2DM 4 3 MAFLD
IR AT FAR D o RUEATE 7R 1T TG/HDL-C N T T2DM 4 3 MAFLD H & 75 0] LASR T+ 5 5% T ik
JE 7 A2 W R 2 WA A

2. FERASE
2.1. HRMHR

AT ARV FT, I HE 2023 4F 9 H & 2024 4F 8 H T 5 AR ERE 2 RBHE B4 52
1BYT 27~75 % T2DM &3 MAFLD &35 4L 186 51, H4E 115 $1(62%), Ltk 71 51(38%). ~F-IJ4FEke 50 +
11 %, NAMFTA BEWEEMERE D, &#E CAP X HFE #1745 2%: S0: CAP <238 dB/m; Sl:
238 dB/m < CAP <260 dB/m; S2: 260 dB/m < CAP <292 dB/m; S3: CAP>292 dB/m, 43 A3 T
Wi AE2H(S0~S2), n =280 i, =& EEFFATENE A 4H(S3), n=106 .

2.2. NESHRIFE

NAFRAE: (1) g 27~75 %5 AR FEFEE. (2) &I 2020 ki E 2 BB RER G 12
WrbRVEIZ WK T2DM % [13]. (3) MAFLD 2 WiARERTE 2020 [FFRE K ILR[14]: 784008 148 1 1
HEE(ERD) 8% SR A bR EYRE R AT, FENSIFCUR 3 Dkt —: BEE/MERE. 2
RUBE R AU T e R G I A7 22/ P DA U 5 DRSSz PR 32 38 oA D RE ) o

HEBRARAE: (1) BE 3k S A -S4 82 . (2) BA/CT/MR 7RG IFEAS >3 em T & A7 5L
GIEFEE L SRR . 3) HERRAIFREMK, WK, IEITIAAR, KB EE . (4) HERRIERS
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JEWTHF &S, T2DM A ISR AOE B, WRIRSUHFLAE 2, BG40, KSR, T R i L e
WP S5 R o (5) FIERR A O D IS M s, Wi B8 2940 It WEREAE . & B ANE
i WM. B2 E B > 140 g/, otk > 70 /R (151K B B MR BUT G« (6) FERR FRR IR
P9 (Can FROIR IR Th R TCdE « Rl ) DA BEAE KA H A IEAE AR 0 AR 48 A S AR IR L I iE 7K
PGS, BRAMT I E SRR E LR, BERE, WA s AR AR R 5

2.3. 53k

2.3.1. —RIERRME

KREFHFTA ZAE N 0 BRI SEAGE . ra N EE FERRZER 10 /M, K
HigR 2 FERRAS T REFKIL, ST br. e SAHEE(TC). Hih =8(TG). K& EREN
JR[EEE(LDL-C) /=% FENE B AR [ B2 (HDL-C) & AR MH(ALT) A E A M(AST). SHZLZE(TBIL).
HEHA R DBIL). p-BRABFEFEE(-GGT). M MFEFPG). =8 C BL(FCP). &S R (FINS). B
B4 F(HDALC). KR EF5%(BMI); JFit5H TG/HDL-C fi; MBS RIS EiTHE AR (HOMA-IR)
=FPG x FINS/22.5.

2.3.2. FIERESHNE

5 FibroTouch JEA FF£F 44k 12 2 Gridk 4746 A S 3 A TR I, I s B0k, SR EUA 250 & 1 Hh Aor
¥, 734 CAP (dB/m)s.
2.4. GtERE

SKHI SPSS 26.0 #AFHEAT ST 0. iH R HRIZ Shapiro-Wilk IESHERK:, Pl x+s BRFGEILES
AR ER,  F A B (M) K DU 4 fr A B (P25, P75) R AE IEA A it Bk, tHE0E B R TR,
THEERA ¢ K. BRRG IR HEAT 4R 2 R0 Hr . RF Pearson/Spearman #H5< 43 #r iF 78 B i A Q5T 5 4
5 CAP #&PE. R It Logistic [HEJ7 A0 ARG RS G R R, R 2 #H TAERHEROC
i 2%) VP B A Qs e b 5o B AR AR AR 2 Wi ke . DA P < 0.05 A ZEFA il o
3. &R
3.1. FRLEIERFRIEEE

RFVBOLREA A5/ BANRR S, 70 PRI PR bR 22 At 26 51 P IR AR AR, Az BMILL
FPG. FINS. FCP. HOMA-IR. HbAlc. TC. TG. LDL-C. ALT. AST. y-GGT. TG/HDL-C. CAP ¥Jf&
TARE RN, ZRBA G EE (P < 0.05), HARMERBTLGIHERIE 1).

Table 1. Comparison of clinical data between the two groups of patients

1. AR HIRRERILR

R A EN RS

L) (n = 80 i) (n= 106 ) vzIX: P
PERI(B /%) 49/31 66/40 0.020 0.888
(%) 53 (42, 59) 47 (40, 58) 1.917 0.055
i (em) 170.25 (162.00, 175.00) 170.75 (159.89, 177.00) 0.446 0.656
1k 5 (kg) 75.89 + 13.50 86.65 + 16.58 4.740 0.000
JHFE(H) 72 (24, 141) 30 (6, 84) 3.770 0.000
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L, H(%)
WH, (%)
R, (%)

KL, (%)
FPG (mmol/L)

FINS (nU/m L)
FCP (nmol/L)

HOMA-IR
HbAlc (%)
TC (mmol/L)
TG (mmol/L)
HDL-C (mmol/L)
LDL-C (mmol/L)

ALT (U/L) 24.00 (14.00, 34.75)
AST (U/L) 18.00 (14.13, 22.00)
TBIL (umol/L) 14.00 (10.90, 18.45)
DBIL (umol/L) 2.75 (2.13, 3.60)
y-GGT (U/L) 25.00 (17.25, 39.00)
TG/HDL-C 1.30 (0.88, 1.93)
BMI (kg/m?) 25.97 (23.79, 28.45)
CAP (dB/m) 262.00 (244.25, 280.00)

40 (50.0%)

16 (20.0%)

18 (22.5%)

8 (10.0%)
8.80 (6.60, 11.28)
8.69 (5.85, 14.13)
0.77 (0.60, 1.05)
3.60 (2.14, 6.14)
8.55(7.33,10.30)

477+ 1.09
1.50 (1.04, 2.17)
1.16 (1.01, 1.30)

3.13+0.81

51 (48.1%)
30 (28.3%)
19 (17.9%)

5 (4.7%)
10.45 (7.50, 13.15)
15.85 (9.09, 21.58)

1.12 (0.80, 1.34)
6.66 (4.39, 11.12)
9.75 (7.70, 10.93)

5224131
2.69 (1.57,4.38)
1.07 (0.92, 1.24)
3.47+091

36.00 (21.75, 70.25)
24.50 (17.00, 41.00)
13.95 (11.40, 18.73)

2.80 (2.18, 3.60)
38.00 (28.75, 68.50)

2.51 (1.54, 4.14)
29.31(27.54, 32.13)

327.50 (311.50, 342.25)

0.065
1.688
0.599
1.957
2.841
4.452
4.354
5.111
2.178
2.462
5.765
1.948
2.614
4.561
4.799
0.517
0.376
4375
5.909
5.909
11.665

0.779
0.194
0.439
0.162
0.005
0.000
0.000
0.000
0.028
0.015
0.000
0.051
0.010
0.000
0.000
0.605
0.707
0.000
0.000
0.000
0.000

VE: FPG A= JHEILPE, FINS AZEES R, FCP NAME C Ik, HOMA-IR ANff & ZHPiiE, HbAIC AR LIl
M, TC ALJEMEEE, TG N H M=, HDL-C A&% E R A EEE, LDL-C MK ENEE A EME EE, TBIL A&
JHZL 2, DBIL NEEMHLEK, »-GGT N p-BEELEBNE, ALT AR HNHEEN, AST AREHEN, BMI NEHRE
168, CAP NZBEFEMZSH, P<0.05 NERBS¥E L.

3.2. CAP 5&45¥rHX 424

KH Pearson/Spearman MG/ HTH 7 %M 4605 5 CAP AHRME, CAP 54K . 7ifd. FPG. FINS.

FCP. HOMA-IR. TC. TG+ LDL-C. ALT. AST. y-GGT. BMI. TG/HDL-C. $4 5 IEAH(r {8514 0.406+
0.272. 0.145. 0.407. 0.392. 0.422. 0.169. 0.547. 0.188. 0.381. 0.433. 0.368. 0.538. 0.568), ¥IHY;
TR (P < 0.05) (L# 2).

Table 2. Correlation between CAP and indicators

5% 2. CAP 5&45¥rE X%

A r {8 P {H
AR (kg) 0.406 0.000
JRIE(H) 0.272 0.000
FPG (mmol/L) 0.145 0.048
FINS (uU/mL) 0.407 0.000
FCP (nmol/L) 0.392 0.000
DOI: 10.12677/acm.2025.152539 1803 PR
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HOMA-IR 0.422 0.000
HbAlc (%) 0.041 0.575
TC (mmol/L) 0.169 0.021
TG (mmol/L) 0.547 0.000
LDL-C (mmol/L) 0.188 0.010
ALT (U/L) 0.381 0.000
AST (U/L) 0.433 0.000
y»-GGT (U/L) 0.368 0.000
BMI (kg/m?) 0.538 0.000
TG/HDL-C 0.568 0.010

E: BMI NRFREIEE, FPG NZFHEIMNME, FINS NEHEIEEZ, FCP NZHE C K, HOMA-IR RS E#KTE,
HbAIC MHE(LINLIE A, TC NENEEEE, TG AHIM=#, LDL-C NMEFERECHERE, ALT AR KN,
AST NAEREAN, y»-GGT N »-BEZ LB, P<0.05 AZRAERITFE L.

3.3. —JT Logistic EY3 4547

¥ 5 CAP X EZEEMRAZJC Logistic HLIHZ B HBR FINS 4b, RIYEAL, WurHdE BG% 7
EPERAR IR, B RO B AR EACN T Logistic 2 K& BIH #1753 : TG/HDL-C. LDL-C. BMI.
ALT /& T2DM & 3f MAFLD B FFEIE MR e a3 . L EIE G222 (P < 0.05) (JL3 3).

Table 3. Binary Logistic multifactorial regression analysis of the degree of hepatic steatosis in patients with T2DM combined

with MAFLD
< 3. T2DM &3 MAFLD B & RTBERERFEFZE M T Logistic ZEREVIAS
A B1E FrifEiR Wald 14 OR (95%CI) P {H
TG/HDL-C 0.546 0.170 10.367 1.726 (1.238, 2.407) 0.001
LDL-C (mmol/L) 1.236 0.532 5.400 3.441 (1.213, 9.756) 0.020
BMI (kg/m?) 0.201 0.062 10.442 1.223 (1.082, 1.381) 0.001
ALT (U/L) 0.028 0.012 5.932 1.028 (1.005, 1.052) 0.015

VE: BMI WA E48%, LDL-C NKEEIREAMREE, ALT ARNERM, P<0.05 NEFEFITEE .

3.4. TMEERFAEEZR ROC Bhgk

# TG/HDL-C. TG. LDL-C. ALT fX A\ ROC s34, #h& Fim#is74: TG/HDL-C (0.753), TG
(0.747), LDL-C (0.609), ALT (0.695). H:r' TG/HDL-C #URKE 54.7%, 455 86.3%, TG. TG/HDL-C
YIRE T T2DM & FF MAFLD 35 (5 B2 A 195 22 1%, {2 TG/HDL-C FlE S AL(P < 0.05). BAH S
TR (P < 0.05) (LA 1. % 4).

Table 4. Area under the ROC curve for predicting severe hepatic steatosis

= 4. TUNEERTBEREATZERY ROC BRZL T EFN

A AUC (95%CT) I FH1H BUREE (%) FERE %) AEIEH P1H
TG/HDL-C 0.753 (0.685, 0.822) 223 54.7 86.3 0.410 0.000
TG (mmol/L) 0.747 (0.677, 0.817) 2.66 50.9 87.5 0.384 0.000
LDL-C (mmol/L)  0.609 (0.528, 0.690) 3.26 60.4 61.3 0.217 0.011
ALT (U/L) 0.695 (0.621, 0.770) 41.50 443 88.7 0.330 0.000

VE: TG N HM =N, LDL-C NI EIREANMERE, ALT NRNEREN, P<0.05 NESHSZIT .
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Figure 1. Ability of 4 indicators to predict the presence of severe liver fat

& 1. 4 MERRTUN RS N E B ATAERERA R 8

4. WHig

WFFR ] ALT. LDL-C #& T2DM & MAFLD [T fEfG K2, a2 a2 i i w82 &,
ALT FEEAAET IR, AR R SET DRt n, st 28 SR = Aok i B s
INBCEE [N, A ALT 5t AR rhode N 380 i, K] 0k o 995 08 095 2 2l 7K~ 2 A2 1) P R
s X ] BEBE B A TG D AR VAR B ARG, T4 S A A T ARk B, TR iE MAFLD R 16].
I 2 LI Bl B B o3 i e ot R IR, 8 TG AP T, a3 IR AR % FE IR 2 1 (VLDL)
o B B IR R ERAEAEAE IR, {8 LDL-C KPRz EF. A3 TG/HDL-C /2 T2DM 4 J3f MAFLD
IS fER R ER, WOATI T2DM &9F MAFLD AFAEfE B84t T RiFi2Wiii{d. H#l TG/HDL-C 5
MAFLD i J& (1 BARNLEI A, RS DL P ERA R H—, TG HREMME, 23 HDL-C b .
AR, RN TG 2 o A B m AR B AR & [17], HRRIRRMmERERZ —, ™
) v = L T S AR, R IRAE, SR K 2 I AR A [ 18]. TG n]d i il &5 iR 1 BR (FFA)
KB FEEH FFA K050k H LR A I ARBR AR TR, — 020k ELRT AR MR 2R i, I8 — /N4y LA
FLEE SR R 28 1 B sRAFAE[19] AR IR AT mT 75 40 il P & A6 B I SEREAT 20 s 38 R I 2% PPl i 2
TG ¥ VLDL 43 f#[20]. fEIEFIENL T, FFNE AR & S 4R ERARAK T, R D&M IR H T4
B TG. FFA T SRe i R H V0K, WS IRS P Be 7 o il e, FERERE T & RO 238 0. 2%
JHF R P i i 7 At 2 R 2R B R 19]. AT REIRA FRA 320 4k VLDL @it FFAE% i, VLDL [t &
A AR R A B IR 2R A R E RE(HDL-C) o B R RIBAERERT, AENEN I FFA S & mdt =&, fE
M AR R H, FEL TG 7E T IEZH AL N eV E A iR, TG KB M 4EREE SKCF T, TR
MAFLD R4 [3][21]. BEAb, =8k, A RAEE B 24K HDL-C 7K, 1XEER 2 T2DM &
I MAFLD [ffafs K2 [22]. %=, TG/HDL-C nlifid IR [B4Z5]# MAFLD @R . £S5t 7o &30,
IR ek T VP2 'S & TG (1) VLDL BRI 73ilh, F#% HDL-C ¥#EE[23], thAb, =4 IR RAER, Hmiiay
REWTHI o ff, T H ARG & =241, 4N TG MRy, R Z0 FL R 38 & s M JU R A
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[25]o PR AE IR I, FHIENE TG BT IR MEAH, SfEMRA S~ EER, mFARA TG 1R E
2Af IR E—P e, ik BB S RIGH SRS, MMiiiE T2DM. MAFLD. 3=, JRECEAE
SSRGS B D R -, PSR LI HDL-C ARIFEE ThE, R B s TG RIAE4E, Ft
HeHE />, AT 513k TG /HDL-C HAETHE . 25T MAFLD, i I i HE 6 2 CLAAIE B 23 8 (0 0 R -
HEER 215 5 (0 ok D e sk S B T V% A B U P 0 o DD SRR AR A R R R B4 AT 35 T2DM &
It MAFLD [t . [Rb/E 82t R R X IREAER & 5 TG/HDL-C 5 T2DM 4 Jf MAFLD [ &M S (E
RIRE . = H I n-FA(TMAO) A IHBHEE 7 = R &) o3 22 Ji T8 V1 A A0 E I 26 ) B S A A Rt R P
FLR I, A = A O AR 1) — /ML S R R 25 MAFLD i35 [l TMAO /KF-Ft 5, 55 MAFLD
FAY s B 3 F ) AH 9% [26]

SR, AR FEARLE R IR, A 50 RS (M 90, 8= % T2DM & 9f MAFLD 3 MR %
TFRPR B EE, 5 HARTAT IR SR SER Fo g . FLIRFEARER D, MERFEmET, LLAAREEF
BR . E SR R B, X e E 25 SR b E — N D AR R R ROZ R, R
FEo ANSCHIRIEFE 45 TR AT U S SE g% T2DM &3 MAFLD 838 T i i 2R 106 1 AR /KT 19U 77 4
LR, Jk/> MAFLD #HE .

o
S AT A B WA
S5
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