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[ ABSTRACT)] Aim To investigate the relationship between glycosylated haemoglobin (HbAlc) levels and intima media
thickness of the common carotid artery ( CCA-IMT) and the predicting effects of HbAlc on CCA-IMT in newly diagnosed type 2 di-
abetes (T2DM) .
sex, metabolic parameters including body mass index (BMI), fasting plasma glucose (FPG), HbAle, serum lipids, blood pres-
sure, 24 h albuminuria (UALB) and CCA-IMT were compared among T2DM without subclinical atherosclerosis ( As) (T2DM
group) , T2DM with subclinical atherosclerosis ( As group) and T2DM with clinical atherosclerosis (CHD group) .  The 156 newly
diagnosed T2DM ( duration <1 year) without atherosclerosis received the multifactorial targeted intervention, including taking aspi-

Common Carotid Artery;  IntimaMedia Thickness;  Multifactorial Intervention

Methods The CCA-IMT was assessed using norr invasive high resolution B-mode ultrasonography. — Age,

rin and controlling blood glucose, blood pressure, blood lipid and body weight.  The differences of metabolic control were ana-

lyzed between CCA-IMT progressive group and norr progressive group.  Logistic regression analysis was used to disclose the cor-
relation between the CCA-IMT and macrovascular risk factors. Results HbAlc levels were higher in CHD group than those in
T2DM group and atherosclerosis group ( P< 0.01). CCA-IMT had a linear correlation with HbAlc in T2DM patients( r =

0.106, P= 0.049). After multifactorial intervention for 2 years, A CCA-IMT had a linear correlation with baseline HbAlc
(r=-0.189, P=0.024) and AHbAlc(r= 0.166, P= 0.041).
than those in the CCA-IMT norr progressive group.  Logistic regression analysis showed that AHbAlc was closely correlated with
CCA-IMT. Conclusions HbAlc level was one of risk factors for CCA-IMT in T2DM.
for 2 years, baseline HbAlc and AHbAlc may predict the progression of CCA-IMT in patients with newly diagnosed type 2 diabe

AHbAlc was lower in the CCA-IMT progressive group

Under the multifactorial intervention

tes.
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1.1 ARIIR

2 B ¥ k% (T2DM) % % 348 fl, /5 & 1999 4
WHO 4% &7 4 01 B0 B AR, WA 1 £ A, Fi
35~ 70 ¥, 1K J7 35 % (body mass index, BMI) 19~ 35
ke/m’e 44 T As A (IMT< 1.0 mm E T3k, n=
208) « I U5 & As 4 (IMT 21. 0 mm & 33, n=
110) Fa il JR As (1 L3 1 LA R 3 ke e &
F(R)EE KL ETCNES, n=30). WL As A
RAALE B 170 41 & 4, RBRAMA MM o JE. i g &
KEEL/RFEETHHE. FABRUTHRBEEAR
W ZTHEMAE (fasting plasma glucose, FPG) < 7.0
mmol/L. & HbAle< 7. 0%; @k % & <130 mmHg, 47
% & <85 mmHg; @VH & = B ( triglyceride, TG) < 1. 70
mmoJL, & FE E E (total cholesterol, TC) < 4. 67
mmol/L, 1% 25 & fig & & 2 [E B% (low density lipoprotein
cholesterol, LDLC) < 2. 60 mmol/L; & & & f§ & & JE
% ( high density lipoprotein cholesterol, HDLC) >1. 04
mmol/L ( ) 5 21. 30 mmol/L ( %); BMI <23
keg/m*. BETFHIIE X £ RAES 1 Bl AR T 1
B, K97 12 6, &4 156 Bl £ (B 81, & 75 1,
FR 54285 8) TR T FHER . #EXNEE
12 %, 5 62 #l, % 50 #l, 4 # 50. 52 £10. 62 % .
AR REHEZNERES, BHREFHAE
ME_ERGCEZRLER.
1.2 733k

XA BEEEE N BEHE CCA-IMT | & 3
K, BCFHE, MT E¥EHE R E 4 <10 mm,
ME E N EEEAREE. CCA-IMT 71 & A6 | B J2]
(A2 ) & 5 /E #3.88% . HbAlc A % & Bio Rad
Variant O b i1 21 & & DU W, o0 88 % 7 & 2 5 4
wEEENE, BN EH HH KE.LEEE .
BMI.FPG.TC.TG.HDLC.LDLC.24h & % € & & &
(24 hour albuminuria, 24hUALB) % .
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2 M, HLIE 7 7 E AR R F SNK 3 B3k A i 6 3 AT
Hd; EWHRRA X AR XA Logistic E )3 447
FEPHMAMENETEREEH#ENRREZE. P
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2.1 FBEBHIEREREER

TC As 2 T2DM EE F 8 FPG HbA 1c T E(K T
TR As 4 IRGPR As 41( P< 0.05), {HEERS JFPG.
HbA 1c #8AR7E T2DM Ifi FR As 2 K& T2DM JEIfi /R As
i zr L REE HEfhinSHN TR E %2R
(&1,

% 1. T2DM BE ISR SR (x )

P ¥c As 4l WK As 41 IR As 41
(n= 208) (n=_110) (n=30)
FR (%) 52.118.8 57.0+8.3° 63.517.7°
B« 111/97 61/49 19/11
i 0L 5 (1) 91(43.8%) 58(52.7%) 15(50% )
e AL 5 ( 31 97(46. 6% ) 49(45. 0% ) 14(47. 0%)
G S (45]) 46(22.1%) 37(33.6%) 7(23.3%)
WL A 2 (31 73(35.1%) 46(41. 8% ) 12(40.0%)
BMI( kg/m?) 23.9%2.9 23.532.6 24.633.1
[ L 0. 89 £0. 06 0. 89 10.05 0.92£0.05
WS4 ( mmHg) 113.6 £13.5 116.5t14.6 124.1%19.4
& 7k (mmHg) 72.3%6.7 71.417.4 76.1%12.7
FPG (mmol/L) 6.7%1.6 7.5%1. 12 8.6%2. 8
HbAlc 6.0% 10.8%  6.9% X0.7%*  7.8% *1.7%"
S HELE B ( mmol/L) 4.74 %0.97 4.91%1.04 4.99 £1.36
i =B (mmol/L)  1.40(0.40~ 22.49) 1.24(0.37~ 6. 11)  1.76(0. 39~ 13.85)
LDLC( mmol/L) 2.5510.75 2.69 30.77 2. 66 0. 92
HDLC( mmol/L.) 1.34 £0. 30 1.37%0.25 1.2030.23
24h UALB( mg) 9.7(0.1~ 356.5) 10.4(0.5~ 195.2) 17.5(0.5~ 224.1)

a I P< 0.05 b A P<0.01, 57 As 4104

2.2 FHEFRoPKAEFREE LR

CCA-IMT 1B 7E {g X} B 2H (0. 59 £0. 17 mm) .
T2DM TG As 41(0. 66 0. 13 mm) \T2DM & H L IIfi FR
As ZH( 0. 79 £0. 20 mm) . T2DM IIf5i /K As 41(0. 89 =
0. 31 mm) H 2 EHEH(P< 0.01) .
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0.000) JHDLC(r= — 0. 139, P= 0. 010) Y4 JE(r=
0.132, P= 0.014) \24hUALB(r= 0. 114, P= 0. 040) .
HbAlc(r= 0. 106, P= 0.049) 2 ELLLAH KK &
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TG CCA-IMT )~ F£ 1@ £ ( ACCA-IMT) 5
HbAlc F R F#IEEE ( AHbAle) 2 IEFHIE(r= 0. 166,
P=0.041), 532 HbAle KPR MM K(r=
- 0.189, P= 0.024); L ACCA-IMT & 75 K T E{ & T
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IMT 3 fe 41 (63 f5) MHEERR AL (93 ) . R
AHbAlc B E/NTIE# R4 (P= 0.023; %K 2) .

*2 HEREMIEHRABIATHIERIFIERHETL

5 et e prid |
(n=93) (n= 63)
BMI Z1{#( kg/m?) 0.34(5.69~ - 3.23) 0.82(6.25~ - 2.77)
JEAE e 2 1B - 0.01(0. 13~ - 0.23) 0.00(0. 09~ — 0. 12)
W8 24 1 2 1 ( mmig) 0.00(57. 50~ = 30.00)  5.00(50.00~ — 30.00)
FF 9 2 {8 ( mmHg) 5.00(55.00~ — 15.00)  5.00(25.00~ — 10.00)
FPG Z{#(mmol/L) 0. 60( 11. 90~ — 2.30) 0.50(5. 40~ — 2.50)
HbA Tc ZE1E( %) 1.20(9. 30~ - 2.70) 0.20(5.90~ — 2.80)
TC Z{f(mmol/L) 0.73(2.95~ — 2.35) 0. 68(5.89~ — 2.61)

TG 2 {8 ( mmol/L)
LDLC 2 fd ( mmol/L)
HDLC Z{fi(mmol/L)
24 h UALB 28 (mg)

0.30(14. 04~ - 1.47) 0.47(10.91~ - 1.76)

0.56(5.92~ - 2.02) 0.65(2. 57~ - 2.24)
- 0.05(0.63~ — 0.74) - 0.01(2. 53~ — 0.05)

34.32(890. 15~ — 302.96) 29.17(128. 94~ — 141. 06)
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DA 15 KA CCA-IMT #EJE N MAR & (1 52 0), PA
SRS VR R S e I 9 SR P SR I T e
T ST S & AR AL A R hR I E N H AR B A
Logistic [FIJH43#7. &R E/RFEE. AHbAle 5 CCA-
IMT 3k f Sl S7 A 22 ( 3 3) .

3. BUTMEGHTEME CCA-IMT HRNEKRER

95% CI P

e 0. 053 0. 024 1.054  1.005~ 1.016 0. 031
AHbAle -0.319  0.102 1.375  1.127~ 1.679 0.002
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CCA-IMT 18 5 bR Bk As BI/™ = FE FE AR 5%, B
# CCA-IMT K, O LA FE AR X fE 6 18 ' o CeA-
IMT 38410 I PR O I /5975 28 26 2 i T 0 SR Y B,
HHRETIGE As PLI O M SR & S E 4 kAR
B — AN EEHE 7Y ARG R R,
CCA-IMT 7£ {8 FEXT B4 . T2DM & As 41.T2DM Il
PR As 41 T2DM IR As 4+ 2 B 231, #8 CCA-
IMT ] g =& 000 O L8 95 00 R AR I fE R R R 2 —
AT L5 RIE KL, T2DM A As 4 HbAle B & & T
T2DM I As 41, H CCA-IMT 5 HbAlc 2 B £k AH %,
PR T2DM & A LI IR As, HbA 1c /& T2DM
KA As FIfER R &R

SR SCHR[ 3] FOBIF 58 A BE 27 P A% 2 1) L 9 %o
KILE AR NS R A 25 152 . {HSTER[ 5] 1
WEFIR 2 18 HU 3 2E HbA 1 /K S5 BE VG 7 45 ) T2DM
BE A O R A FE I, £ T2DM &
I RTHE M IR PR 78tk B, B4k I pE | of s . ifn A
F B /IR T B R O R 25 A 1R 9T 7 2R B
AT AKRK T2DM 3O M AR 28 S R R 4
SHEROE D> 209%™ 5 %t T AL RE S BRI R
BT PR O LR S R L T2DM R, 78 I
I < I AERE SR 2 R As HIfE IR &, 197 Ik
PRGN R 2, KA As 4 5 04 1 0] fE 1 i
AL T2DM BB BT I R N &, T
S IMFE I % I G i TG 97 A B T As R 2%
AR R A Esposito 25 BE 5T 5w BRAK A i I
PERE 225 ) 2% T2DM £ 3% CCA-IMT FIHERE . AHER
RIUH2 T As () T2DM 2 % 78 50 4k I8 | 1% - 1
iEDNE MIRAN & -5 L RN i A e A PS | A a1
J7 2 4E)5, #EE4LT2DM &% HbAle FFRIE B 2
INFAERE R 4L, CCA-IMT (R [ 1% FE 5 HbA e R
FRWE R 2 IEAH 9%, 53628 HbA le F/K P 2 f A 5%,
H Logistic [71 )5 43§ i 7~ HbA lc F T B M 2 Bk oK,
CCA-IMT Fyt g its . Kk, £ £ kN Rk T
Sk T, 2428 HbA e 7K-F R FTUS 1) T P
REAE T CCA-IMT F3ERE, ED HbA 1e LR 7K Tk
% T 1005 H T PR IR BE R, CCA-IMT ik B iiklg .
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