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Abstract
This study aims to investigate the mediating effects of body mass index, hypertension, chronic
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kidney disease, triglyceride-glucose index, total cholesterol/high-density lipoprotein ratio, and
neutrophil-to-lymphocyte ratio in the relationship between type 2 diabetes mellitus (T2DM) and
calcific aortic valve disease (CAVD). Data from patients at the Department of Cardiothoracic Surgery
and the Health Examination Center of Qingdao University Affiliated Hospital between January 2018
and December 2022 were included. Causal mediation analysis was used to explore the mediating
variables in the association between T2DM and CAVD. A total of 3979 participants were included,
with 1925 in the CAVD group and 2054 in the non-CAVD group. The mediating effects of hyperten-
sion, triglyceride-glucose index, total cholesterol/high-density lipoprotein ratio, neutrophil-to-
lymphocyte ratio, and chronic kidney disease were 0.114, 0.042, 0.029, 0.015, and 0.006, respec-
tively (all P < 0.001). Hypertension had the largest mediating effect, followed by the triglyceride-
glucose index. Based on these findings, intensive management of blood pressure, blood glucose, and
blood lipids in diabetic patients may reduce the risk of CAVD.
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Ak 3 B I (calcific aortic valve disease, CAVD) ) & R EHE NBEEERS IS B n,  7£ 60
UL ENBER RN Z A 2% [1]. CAVD 2N E SRS T S8R H I E S ks s, B K
ENE, BEAHILO ) RO SRS N R IE[2])-[5]. 24 CAVD EE HIERE, R
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T M 2000 41 250 503 2030 E1 450 J5[7]. CAVD f&—FhZ KR FH[4]. £ T FUESE T2DM
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ILE B E AR
BEUOHERETRSGLYE BEUOERERIEE O
EZNBKIRESR (n1=1967) (n2=2055)
FUBGREK: 42 | C—
v v
w4 : (N1=1925) JFEBLH: (N2=2055)

Figure 1. Flowchart of participant enrollment

B 1. RIRANERIZE

2.2. EFEREFEE
I3 I 2L AT IR B BKFEMR TR, 45 FIAR R I BRI 2590 B AR . FAR S5 B VI8 B B AE ariRALE
2.3. BEISENX

CAVD: HFH.LEIEFA 2020 4 AHA/ACC FI 2021 4F ESC/EACTS IS O JIT I3 85 HE 46 7 v 32 3
K IEEG A B2 Wb, £ S BKIRES A3 BNk S 3 mm LA b)), [B] A 58 L P ARt 15352 fR[17]-
[20]. T2DM: HEFHPZIGIHE > 7.8 mmol/L Bi— KA LAHS A fLFE > 11.1 mmol/L B MAHE < 7.8
mmol/L, 5 R 75% %1 & B i 30 —/Nef iU > 11.1 mmol/Ls 83 B AL AL > 6.5 mmol/Ls;
B B E OB W R, B AT g s AR U7 Z24s ) o, Bldse sz B 0 250 YR T 7 (210 ey I«
sk 3 %, JE[FE HE SBP > 130 mmHg 5 DBP > 80 mmHg, B# O35 [ AT B [22]. 18tk
'GERT: B HI>3 A H B /NEREL R [estimated glomerular filtration rate (eGFR)] < 60 mL/min/1.73 m?
[23]. eGFR: Chronic Kidney Disease Epidemiology Collaboration (114 '& i1J%-EPI) equation: eGFR = o X
(Scr/p)y 0993 if patient is female: a = 144, f = 62, y =—0.329 (Scr < 62 umol/L) or —1.209 (Scr > 62 umol/L); if
patient is male: o = 141, =80, y=—0.411 (Scr < 80 umol/L) or —1.209 (Scr > 80 umol/L) [24],

HH =F8 - W4 MEFe %0 Ln[Triglyceride(mg/dl) x Glucose(mg/dl) mmol/L/2] = Ln[Triglyceride(mmol/L)
x 88.6 x Glucose(mmol/L) x 18/2] [25]-
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Z EATANEATIR RN, DRI Im Al 1. fFH IBM SPSS 26.0 SHA 785 IEASMERL, #F 706 S IES i 1
THEBEILIYE £ PRl (X )8R, FFIESD AR TR LAIR AR 25, 75 A ME) R R . AT
FUH T Student’s t-test B Mann-Whitney U-test LLARALIRIZE R, THECZR LMEI(H 4 )R, FRiEid
Pearson chi-square test B, Fisher exact test 4T LLH5 o A T #EAT R R A A M7 B il R 18 5 K Bootstrap
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Figure 2. Illustration of mediation effects

B 2. N HNER

3. &8

33979 LM ZNA, RIFHT TN R 2T EAG CAVD B T4, 7 AFBIZH(CAVD 4) 1925
5%} & 4 (non-CAVD #1) 2054 i, FHALHF 785 R FELRAGAE W2 1.

Table 1. Baseline characteristics of study participants

# 1. MRNRELER

B Fudets CAVD (N1 =1925) non-CAVD (N2 = 2054) P-value
UNEE-L5TnR
PE5 <0.001
Piyis 1404 (72.9) 1199 (58.4)
Ry, years 63.8 (8.4) 57.4 (11.8) <0.001
G5, om 166.9 (7.6) 166.3 (8.7) 0.019
RE, kg 71.7 (11.9) 71.3 (13.0) 0.292
fRESEEL, kg/m? 25.7(3.2) 25.7 (3.5) 0.943
e4E ), mmHg 125.6 (16.7) 130.7 (18.8) <0.001
&9k, mmHg 71.9 (10.6) 79.9 (11.8) <0.001
BEfE SR
M SR 5 846 (43.9) 434 (21.1) <0.001
TR B 560 (29.1) 494 (24.1) <0.001
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ipEd
2 AR PR IA
e ML
T I
LR EMA
LA, pmol/L
Hil =5, mmol/L
SHEEE, mmol/L
% ENEEE, mmol/L
I 1, mmol/L
FHEMAE, mmol/L
JRIZ, umol/L
MmasEH, gL
TR A T4 10°0
MG, 1070
MR THE 10971
eGFR, ml/min/1.73m?
Fh AR 2 /b 2 4 P LU
H Tl = T A B

e JEL I /o 4 P e B

961 (49.9)
1547 (30.4)
181 (9.4)

78.0 (24.5)
1.411.1,2.0]
44(0.9)
1.2(0.3)
2.6 (0.9)
5.6[4.9,6.7]
335.8 (90.4)
131.8 (16.0)
3.9[3.1,4.6]
1.9 (0.6)
218.7 (59.7)
85.0 (18.3)
2.1[1.6,2.5]
8.9 (0.6)
4.0 (0.9)

305 (14.8) <0.001
611 (29.7) <0.001
63 (3.1) <0.001
75.4(13.9) <0.001
1.210.8, 1.8] <0.001
5.3 (0.9) <0.001
1.6 (0.4) <0.001
3.0 (0.8) <0.001
5.1[4.7,5.6] <0.001
333.9 (86.4) 0.498
146.5 (15.4) <0.001
3.2[2.6,3.9] <0.001
2.0 (0.6) <0.001
227.4 (51.1) <0.001
89.2 (13.8) 0.001
1.6 [1.3,2.1] <0.001
8.5(0.7) <0.001
3.4(0.8) <0.001

TEA IR AT TN, 351 T2DM 5 CAVD Z [AIfEAE i35 (1) KK OR = 5.717 [95% C1 (4.916~6.648),
P-value <0.001] (7 2). ZD 1A 38 TR A R GER . MR WME 2 FPRIE 58) f5 T2DM 5 CAVD Z [
— EARAE 3 IR (P < 0.001), 1IFEB] T2DM A1 CAVD Z I8 () A 70T IR AR ¢ B A NEE
AR B (L H Ve = e A I s R R LR R MR Bk L P LA 1
JIFE 75 Ak 640 J5 25540 T2DM 5 CAVD ) OR i, IEWIZE T2DM 5 CAVD 2 [AIfE{E F A iR iz

i ROC 2% v] BV 2 B 2 h A A5 B 5 T2DM 2[RI I 2, H rp o = I 2 W g 2 e

W F I (AUC = 0.690) (14 3(a)).

Table 2. Relationship between Type 2 Diabetes Mellitus (T2DM) and Calcific Aortic Valve Disease (CAVD)

%% 2.T2DM 5 CAVD X &

OR (95% CI) P-value
Model 1 5.717 (4.916, 6.648) <0.001
Model 2 4.975 (4.252, 5.822) <0.001
Model 3 5.014 (4.272, 5.885) <0.001
Model 4 3.401 (2.861, 4.043) <0.001
Model 5 4.059 (3.440, 4.789) <0.001
Model 6 4.618 (3.921, 5.438) <0.001
Model 7 1.876 (1.699, 2.072) <0.001
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=
Model 8 4.897 (4.170, 5.751) <0.001
Model 9 5.063 (4.310, 5.947) <0.001
Model 10 2.826(2.342, 3.409) <0.001

Model 1 A 1%; Model 2 /% age, gender; Model 3 1% age, gender, smoke, alcohol; Model 4 % Model3 + HTN;
Model 5 % Model3 + TyG; Model 6 1% Model3 + TC/HDL; Model 7 1% Model3 + NLR; Model 8 #i%£ Model3 +
CKD; Model 9 8% Model3 + BMI; Model 10 1 Model3 + HTN, TyG, TC/HDL, NLR, CKD and BMI.
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Figure 3. The relationship diagram of diabetes with hypertension, triglyceride glucose index, total cholesterol/high-density
lipoprotein ratio, neutrophil/lymphocyte ratio, chronic kidney disease, and body mass index
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T L EINEE] T2DM H1 non-T2DM 1 0L [1] (14 5 ifiL o R0 44 B 5 26 903 238 A 7 B S 1Y) 22 S (1%
3(b)), BRI AT WS F] T2DM 5 H i = Ba A 2 PR H0. SR [ R/ 5 % FE AR B LA Pk 4 /b
EL 4 LA AN A 35 g i R A7 78 B R i 22 53 (B 3(0))o HE—2D 2 e RA 40 AT, 780 AR TR 24 A 2 (AR
) TR SRR 5E) 5 Y7 T2DM -5 H il = 6 %0 BB 48 EOE 78 IR AH DG 8= 0.307 [95% C1(0.405~0.493),
P-value < 0.001]; T2DM 5 s JIH [f] 5/ 25 ) AR 2K 13 B A AR A IEAR S B = 0.264 [95% CI (0.206~0.322), P-
value < 0.001]; T2DM L5 AP 24 Ffa /9 B 40 A LU AB A7 E TEAH G B = 0.143 [95% C1(0.086~0.199), P-value
<0.001]; T2DM S5 ESEEAFEAE IEA M B = 0.555 [95% CI (0.329~0.781), P-value < 0.001] (¥ 3(a)), [H
I, fE7 IR A B S I 2 o8 R ) o8 T2DM 5 LS AR B E A S OR = 4.248 [95% CI
(3.618~4.989), P-value < 0.001]; T2DM 51214 B JIiE o 775 i 35 AH DG 1% OR = 2.228 [95% CI (1.703~2.916),
P-value < 0.001] (3¢ 3(b)).

Table 3. (a) Relationship between DM and TyG, TC/HDL, NLR and BMI; (b) Relationship between DM and HTN, CKD

= 3. () BRBESHM=EEEHEER(TYG), REEE/ SZEEERNE(TC/HDL), itk 40/ M B ALt &
(NLRFFEIREHBMDAIXER; (b) PERFBSSMEMHTN)FIEM EIEFCKD)RIX R

(@)
Mediator RR (95% CI) P-value
TyG 0.307(0.405, 0.493) <0.001
TC/HDL 0.264(0.206, 0.322) <0.001
NLR 0.143(0.086, 0.199) <0.001
BMI 0.555(0.329, 0.781) <0.001
(b)
Mediator OR (95% CI) P-value
HTN 4.248 (3.618, 4.989) <0.001
CKD 2.228(1.703,2.916) <0.001

Adjusting variables: age, gender, smoke, alcohol.

i ROC & EIEE R AL EX T CAVD SWiiE(El 4), mifLEX T CAVD i Wi i & 4F
(AUC = 0.753). 83 26 LR PR B0 K v ML /mom- 5 I 55018 4 ' 993 /mon- 182 15 LSS 1) CAVD R 56
[F)A7-AF BH 2 F 22 5 (] (b)) A PR i1l 4 375 ¥ Pl (Restricted cubic spline, RCS), FIJ P35 th 28401 & LM
JRLARR 5 A AR B Y = T B A A O e P B LU v PR 9k B 4 L L ANk
8% 5 CAVD OR Z ISR R(E 4(c)), Bl H M =FRE A pEFa . IR B/ P B 2R (1 LA A ep
L2 /AR L 4 D LA T e CAVD R AR IR B e, AR 78 R B H i = e & b FE 4L > 8.8 R IHIE
BE/ A E R A >4 R iR g/ E iR ttiE >3 i CAVDOR> 1, BEEREFRREMTE CAVD
KA RSB @i T, FRRWT RS, SBUE U B, RME RCS T LUR B A B AR HOL 4 AR A Git 2
Lo IR FE BT BGE T RS CAVD SRR 4), (R IRA L & 5 o m % Hl
SR A R R e A RN AR LR AR P A AR R LA AS R BT S CAVD A7TE
B MM (P-value < 0.05), {EAREIERS CAVD HAR MBI M. iRt Bl R sk Hl
R PR I A UL R v % R 1 B S H PR /b B 4 i B (B RS M 1 R i 2 R 1B R b

W R A ST TR SR AT T BOE A A RN TR T, 2B A RO Gt o A S R B I
Hyh = e AR R B [ /v R T G R A LU AR rP R 2 /4 B 400 B L AR AT P8 RS 4 T2DM
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Figure 4. The relationship diagram of hypertension, triglyceride glucose index (TyG), total cholesterol/high-density lipopro-
tein ratio (TC/HDL), neutrophil-to-lymphocyte ratio (NLR), chronic kidney disease (CKD), and body mass index (BMI) with

calcific aortic valve disease (CAVD)

4. SIE. Hh=EEEEFEER(TYG). SRIEER/SZE IS E B L E(TC/HDL), FF MR ZRAR/H B4R EL B (NLR).
1214 'S fERR(CKD)F{F E 15 3 (BMI) 5544 14 EFIBKREFR(CAVD) I X R E

Table 4. Hypothetical relationships between mediator variables and Calcific Aortic Valve Disease (CAVD)

F4. BEFNETES5 CAVD HIX AR

OR (95% CI) P-value
DM 5.014 (4.272, 5.885) <0.001
HTN 8.376 (7.149, 9.813) <0.001
TyG 2.220 (1.986, 2.483) <0.001
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TC/HDL 1.955(1.793,2.132) <0.001
NLR 1.866 (1.699, 2.050) <0.001
CKD 2.519 (1.839, 3.450) <0.001
BMI 1.004 (0.983, 1.025) 0.741

% age, gender, smoke, alcohol.

CAVD Z [BIEIH B EG %3 X, A K P-value <0.001, F A 53RN 34.1%. 12.7%- 8.6%-
4.5%H1 1.8% (% 5), F H A =650 4 MHHe BoR i E L i A fe v 5 B, B ARMRE E
b 7R AR S ) A 5 (] 5), B E R Ll 25 2 i TR A 20s B (1 6)s

Table 5. Mediation analysis results of Type 2 Diabetes Mellitus (T2DM) and Calcific Aortic Valve Disease (CAVD)
# 5. T2DM F CAVD H 53445 R

Mediator Total effect Mediation effect Direct effect PM (%) P-value of PM
HTN 0.335(0.302, 0.370) 0.114 (0.100, 0.130) 0.220 (0.186, 0.250) 34.1 <0.001
TyG 0.335(0.302, 0.370) 0.042 (0.033, 0.050) 0.292 (0.258, 0.320) 12.7 <0.001

TC/HDL 0.335(0.302, 0.370) 0.029 (0.022, 0.040) 0.306 (0.273, 0.340) 8.6 <0.001
NLR 0.335(0.302, 0.370) 0.015 (0.008, 0.020) 0.319 (0.288, 0.350) 4.5 <0.001
CKD 0.335(0.302, 0.370) 0.006 (0.003, 0.010) 0.328 (0.296, 0.360) 1.8 <0.001
BMI 0.335(0.302,0.370)  —0.002 (—0.005, 0.000)  0.336 (0.304, 0.370) —-0.6 0.110

%% age, gender, smoke, alcohol; PM: proportion mediate.

HTN-
TyG+
TC/HDL-
NLRA
CKD-
BMIH

1
0 0.05 0.10
Prop. Mediated 95%ClI

O—"“"}‘""““"""'

Figure 5. Indirect effects (with 95% ClIs) from the Bootstrap samples
&l 5. 3k B B BihE(Bootstrap) BB FEIRL (T 95%E E X))

4. g
AW FRIET 3979 LRI GBAT AN 08T, 78 CAVD W, ERAIESE 1 ik Hih =FEes 4
e R, SEE R R B AR A A LA . ek /bR B 4 i LG AR AT B I Y T2DM 5 CAVD 22 JH]

[ A1 A8 B (P-value of PM < 0.05), A (5 LA M 34.1% 12.7%- 8.6%. 4.5%F!1 1.8% (P-value of PM <
0.05).
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ME=0.015,95%CI (0.008,0.020)

NLR

® é;
Proportion of
mediation: 4.5%
DM @ CAVD
DE=0.319,95%CI (0.288,0.350)
ME=0.006,95%CI (0.003,0.010)
CKD
P 5
Proportion of
mediation: 1.8%
DM c CAVD
DE=0.328, 95%CI (0.296,0.360)
ME=-0.002,95%CI (-0.005,0.000)
BMI
P 5
Proportion of
mediation: -0.6%
DM c' CAVD

DE=0.336, 95%CI (0.304,0.370)

%2 age, gender, smoke, alcohol; ME: Mediation effect; DE: Direct effect.

Figure 6. Mediation models of the relationship between DM and CAVD
[ 6. ¥EPRR SIS ERNBKIEARR(CAVD) X R R M EE
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CAVD T2 A O IR L5 v f i WL, Bl A BRE AN E, CAVD IR Nzt —4
BN, BT FARIBITAN, M R LLIATY CAVD [26]-[28], IRIRWF L C4E W] T T2DM & CAVD
I fER R %R, FFH T2DM mIBUnE#E CAVD R AEFIEEE[9] [10] [29]-[31]. TRAIRFT CAVD &9
T2DM  FI R IRATLA LA B A 2 3 R ooy DL M 2 AT (1 DR IBG, A BT 3RAN 1R 204 2 3B Rva o7 7532,
A% T2DM B K E CAVD, ¥3% CAVD &3f T2DM B E T)E[10]. (E2477% T T2DM 5 CAVD 2
[ {4 R A8 v TE AT TR

7E 2017 4F YAN AT & NHEAT 77— D0 13 4, 112 5 A2 F0 g Fida & iR & CAVD HIf&
KR 2 (HR: 1.71; 95% CI: 1.66~1.76) [29]. CAVD FB ki FEAE AL AR B 0 ARAAPE R AR % R A I A 55
Tk F BN ACED AL YT Z97E CAVD MRy 8, — T ml i A 5 25 SR 32 B 1fil. ACEI X 71
B7 == B AR 45 A = A — 5 VR IT AR A [32] [33], EMIE T mililES CAVD Z EAF(E—E IRk A F
WESE R LA A2 T2DM 5 CAVD Z Al /A &, i i/ &7 by . T T2DM Al CAVD Z [a)i#
R E A SR BV, RES T2DM S B E e g B & - MERKER - BEHAS, i
55 1L BE A S ok P 36 A 5%, S350 T2DM B3 H 30 AL P o » I8 e R A DG ()00 ML P23 [ 34] [35 ]
4 T2DM B I m R UG, M2 ) %48 (b a] B4R VECs 45 F T RE 5 BUIORE IR A A AL
B SECRE LSO B DS, A TTEEE CAVD FIR A FIHEE[27]. T2DM S5 CAVD fid 2
W, IR R B TR A F (P-value of PM < 0.01), ZAEIRIR_EXTF T2DM 583 Wi S 550 8B 1 1f
JEAESL, FERERE LR, EHEASEEE N, AR T CAVD IR A R .

AHFFEUE S H i = EEF A b e H0N T2DM 5 CAVD A a8 &, sF N 12.7%. X T2DM F
CAVD  [A]38 5 H- i = e 4 B e 200 S iU AR 7 78 B30t 5T . GUERRERO-ROMERO F 45 A 7E 2010
TR — DU W TR 7T, AR T I R R T B R DA B SR AR 1 A TR (BUBE
96.5%; FitE: 85.0%)[36], AIfit5 T2DM FHUEE I w8 = MUAEA ¢, AaTilaRHE 7 R Hh =
e I FE R B E N O, T T2DM BB 3 i R 5 3% I RE /KPR fRT A R AR[36]-[38],  [FIRT, W F048 HiH i =5
H RTREFE BRSO I B I R A AN TG A 5<[39 ] R R MURE YR58 1 B O A AT 9k VR, S iR
ML RS TRE, FEORE AN R A TR, Hi5% T2DM &3 1 3h kil VECs BIZheem 5 & =
BNIKIEESAG[40] [41], XS CAVD [ T2DM F8 2 o [7] B 87 36 280 vy = o 2 W i Bl be, B L4
HIFE S EEVE RN, BRI CAVD R AE 1 XU o

AHIFFUAE S [ /v 2% P iR 2R HU (N T2DM 5 CAVD KA a8 &, H S EEA 8.6%. T2DM
A CAVD 2 [a] 38 ik A JIF [ 2/ v %5 FE I 2 1 UAE A S BOWLIIOE B 70 . 456 2 mimnd 3 JIE [ e/ 25 55
JEHE T OB AR 78, HED T2DM A IR [ i/ 25 B2 IR 22 A OB S CAVD 2 [AIEX R, W RS T2DM &
FEENAR B DUMAGKFZALS, 51RBREI JE RN A o — TR Hh [ 23038 1) 22 Uk 7 38 W s iR
[E P/ v 2 FEE I 2R A LB S IR FEAE S ARG ME AUC = 0.770 [42], 454 TR ML i 2% 5 S500E (8 % 4 s 0
7E VECs. VICs Fl BV M fi7 A= ek g b, eI BT ) 2 IS4 [43]. T HIRATE 78 o CL&RIE SE 7R
O LB 098 TN 7 T A L ] e/ vy 3558 G 8 1 PO 8 S BE ML AR 7K P R i A (44, XTI CAVD (1)
T2DM 535 75 I i — I 881 457 f P 2 (RIS, 3 S A L e/ v 5 FE R R T LA AR b, BRARAR S R
A4 CAVD F XU

HH AL 4 L/ bR 4 P A L BN A B SR R (1 RS [ 45] [46]0 ASHIF 9T 45 SEIE S Hh MR 40 i/
ML LA T2DM 5 CAVD [ A8 & . XFF T2DM A1 CAVD 2 [A]IE ek A4 20 A/ ibk B2 40 A Le i
A FHLHI M C BB T, 456 Marxd T MR itk A LU i BE 7S, BLA T2DM Rl CAVD Z [d]
MR, T2DM Al FEUERF PN ISR B, 8 fEma i 2 e P AR BRI A AR, 33k
CAVD K [7], 1EFFT CAVD [#) T2DM &3 ] DLy H o Mok 4 i/ otk 4l B (B FR bR, RN AT 5
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XTHATT, B A CAVD (1 XU o

BB 9% A T2DM 5 CAVD Z B[R A8 & . 6T T2DM Al CAVD 2 [a3@ i 18 14 5 9 1 5 1
BLE TG E 0 7. T2DM 38508 E LR I & M A 5E 2 B B I B, S EURE R &
S IRR AR [47] . LT I T RE 52 B R0 f5 , B A B /N ERDE S Th e 2 2 BI85, B /N BRIK R R R B,
N B AN B FLAR /NG, Bk HH BN 46 L4 & {iE (shrunken pore syndrome, SPS), qH B # K4 SPS J&, SPS
SHEEBRF B /NERYET R, MR BN E C. f2-MG. RBP 51X 84 T 5 8 A 10~30,000 )
EERE, 7R ET R, FEURMRE RN HI[48]. Almen M S 55 N5 Xhakollari L %
N 5E AT % SPS 3 18R 1 i 4 220 58 K B, SPS FR#4& 4 MCP-3. IL-6. MCP-1. IL-18 %{¢
HESHBKEAEIEL I B A 2, ISR A R IR AR, B s RIS M 2R, IR
BT SRR AL T B[49] [50]. BEAE Bt 2 B PSRN e, @ — P T B3 CAVD
FIRA[S1][52]. TEAMFFEE B &I T2DM S50 CAVD W FEr, 1804 B #0728 5 A (-
value of PM < 0.05).

AR TR AR EE PR HOAS REIH A2 HR A o W BB e 2 At o TR TIHE PRI PN 431 5 76 R R I 450 Hh 48 H
A EE G K O I S A A S AR G [53]. — T4 150 JT AR 7, MRE 552 5m1 T2DM
A O A A R AR (s OUEEBE ., BRILMEAS T RS O J13EE) [54]. B IR TR SR
HIE R B TE H CAVD, [t FIRZ58 X T CAVD IR S A feidt— PR 5T

R FRAMAFAE— LA R o, AT B G BT 58 HARE A RN, 45 FAT A7 AE — & 1w
fars HIK, BB 1.0% (42/4021)0F 7055 RAIEEE T/ EEhe, TIEHT G4, Sespal b
TR, RGBS RS o

Xf ELBEAEHF 5C 5T CAVD (R, AW E KIESE T T2DM n] 3 e 28 5 g s« H vl = /i 1 6
T K I P v S I P B e A /0 5L 00 L R0 B RS 1 R A 4%, 2 575 CAVD,
TEBNGIH, R R A RO R, O H il = Be s A MR Te . BT AT S R, Xt F LU IR
TAE, AT T2DM B5 7 T8 677 CAVD [t fEdr, FHA™] LUnsEx T S ik . s A i ig
MR, JE I P I R L . H I =R A PR FE A S R [ P B AR AR A LR PR ik
e AR AN 0, R BRI v I AN =B MR E 2, KORPEAIR CAVD AR [ KU -
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