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[ ABSTRACT] Aim To mvestigate the relationship betw een the concentration of serum total biliubin and artery ntr
mamedial thickness( MT) in new ly diagnosed type 2 diabetes patients M ethods 357 new ly diagnosed type 2 diabe-
tes patients( age 35~ 7Q duration< lyear) were recruited 178 patientsw ith higher MT and 179 patients w ith nom al M T,

Serum Total B ilirub iy

and then clinical feature and serum total biliubin were canpared n the wo groups  Based on the concentration of serum

total bilirub in these patients were divided mto four groups lowest biliubin group lower biliubm group higher biliubm

group highest biliubin group and patients’ canmon carotid artery (CCA) -MT, canmon iliac artery (CIA) -MT, fano-
Serum total billirubin and other fac-
Re

sults The concentration of serum total biliubi of the MT thickening group was significantly lower than that of the MT

ral artery (FA) -MT and the ncidence rate of plaque were can pared in four groups

tors related to diabetic subclinical atherosclerosis were analyzed by multiple stepw ise Logistic regressive analysis

nom al group(P < Q 05). Among the four groups which were divided based on the concentration of serum total bilirubin
the lowest biliubin group’ s CCA-MT, CIA-MT, FA-MT, the incidence rate of plaque and hicher MT was the highest in
the four groups and w as significantly higher than highest bilimbn group’ s(P < Q 01). To define the independent assocr

ation beteen serum total biliubin and diabetic artery MT, themultiple stepw ise Logistic regressive analysiswas used Se-

* AR -

mm total bilimbin  but not other param eters was related independently and significantly w ith higher MT,

systolic hypertension

factor for hicher MT i new ly diagnosed type 2 diabetes
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so did age and

Conclusion The swudy suggested that serum total biliubm was probably an ndependent risk
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HHMESIEL R (otal biliubin TB) K, 34k
AR ) & A 2% & 6 IRl 3 AT Logistic [21 15 43 4T,
BRI HZ T2DM & MjE TB 54 Ak MT

1 MREFE

L1 fARIR

357THI S 35~ 105 Z 8 REE 15 UR
HIHT L T2DM B4, & 20024 1 H £ 20084 1A
EFEAFHE_ERN WA TS # Y H T2DM
BB, A 1999 48 WHO & 7% 4 8 47 o, 34
GAD2Ab. W22Ab B HH ke M He B sk AR K B B
BRI ERERA, B 2N A KRR B LEA
W MBEH UL BB ESFHY. 6 AEZ %
RN NN B 7 NN 7 i .
WP B AR T E RS BB P E
AR BB E AR REZEHSE Sk MT
BWEAK MTHEH (1784 )8 MTIE% 4 (179
).
L2 EEREREN

ZREFHE 10 hWE E LR, B A # ko A
6. TB. Bl =8 (TG). & JEE B (TC) & & E fE
% ¢ B E # (HDLC). LDLC. = J§ i 4% ( FBS). 4% 14
M4 % & ( glyeated haemoglobin HbA Ie). & J§ f& %
% ( fasting insulin FIN); £ & 5 2 hd 5 ik i ) &
J& ¥ ( postprandial blood sugar PBS). 4% & &
FI# 24 G0 v; HDA el 2 % & R A B AT
By RS R AR A %, AN & e LR #
FHARXR =AM IRARANE, #F XH-6010
A TN BEEFRAEEK (nsulin
rsistance R) K Fl £2 &5 4% AL 37 4 % F 81 HOMA-R
N3 kA, Bf HOMA-R = [ FBG (mol/L) xFN
(mU /L) /22 5], & TBXR A E QK #ER %, m A8
KR AT B %, ¥ A H L 76003 4 B 3h A b e
M.
L 3 PRRESIRE E I E R0 F) i

K & ¥ N & R 3 fk ( canmon carotid ar
tery, CCA )% & 31 ik ( canmon iliac artery, CIA) 3%
M Fik ( fanoral artery, FA) MT ] 5] 3¢ & 21 0mm £
(B)AMULMNERBNE-—LBARKHET
MTH#E; =/ ¥ MT# <1 0mm HIEF.
L4 GitEoHh ~

BAERDRHITERHA » kR, FEX
A0 F B AR B A 3k R A B A BE RO, TR

BAFAHBRERT. FAEEALHWITEERLE
KR RAZITH AR, F EA LA TR KA KA
B, THERWLER R, £ MEREKL
BRBEA K B B % E LB CR B g7 = 4 AT B
T4 % ERME XM LogisticE ¥ B )T 4 #r. P
<QOSAAERAREHM.

2 £ R

21 NEGEREEEEASHEGEREEEIEES
BE—RENKEHisIRELER

MT3JEHE MT IE 5 A% RS TR s
& FE 2L ( body mass index BM 1) LL (waist-to-
hip ratiac WHR) St 48 & « &7 5K 5 55 — I PR 258k LA
KRR FEAR HOMA -R K R 8 hr 25 2 7 3k
BEM (P>0 05). MTHEHBEL MG TBIK
ET MTIEWAEE (P<Q03E 1).

* 1 REBE—MRIGKZRAEIERI LR

B MT IEH 4 MTH 4

EiE D
(n=179) (n=178)

5 e ) 94/85 100/78
T (%) 53 18 56 18
AR 5 (48] ) 64 73
BM 1( kg /m?) 245430 24 612 6
JEE Ee Q 89 *0 06 Q 90 10 09
W4 & (mmH g) 119 2£17. 9 124 6 t16 2
5K (mmH g) 76 6 t10 4 77 8 110 1
FBS(mmol/L) 7.3(3 7~ 18 0) 7.3(3 8~ 18 9)
ZJ5 L% (mmol/L) 120443 129+ 9
HbAlc T % (3% ~16 0 ) 7T 6 (4 1% ~ 15 P )
HOMA-R 3 89(Q 50~ 53 7) 3 74(Q 32~ 54 63)
TG (mmol/L) L 61(Q 43~ 15 05) 1 59(Q 31~ 30 38)
TC (mmol/L) 5 19 £1 06 529 £1 39
HDLC (mmol/L) 1 3130 32 1 33 1a 42
LDLC (mmol/L) 3 01 £0 88 31630 95
TB (Hmol/L) 15 94 13 62 12 78 X4 06*

al P< Q035 MTIEHAE.

2 2 A[EMERREL =K ¢H 8] — B ils PR 2R Fn
4 LIEPREEER

AT NI HT 12 T2DM B i TB K &
(3 40~ 44 2 Bmol/L)Z B/ DY 51 45 8 3 43 N IY
H, EMERIE R A AR BURA B R B =
[ ERANS N N = Y E I e B 7l I o S
BM LB LU Wi 4 s &7 9K s &5 — Ml IR 5 R DL A
PEACUR4EAR  HOM A - IR R A48 475 55 J IR DY 45 ]
EZRBLREZEME (P>005% 2).
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Fz 2 PRIEBLRKEHBE —MRIERZRFELIBRAELEER

- (BSiEEA-¥:) BALMHA RA BmHa KA [ EEaR-¥
(n=57) (n=53) (n= 58) (n= 52)

TB (Hmol/L) <11 1.1~ 136 13 6~ 16 3 > 16 3

5 (B 43/51 46/41 55/32 50/39

T (%) 56 18 5518 5518 54 £10

WA s (] 37 34 29 37

BM I( kg/m?) 24 1%2 7 24 9%3 0 24 9%2 9 24 332 6

R L Q 89 *a 05 a 89 %a 05 Q90%a 11 Q 90 +a 08

W4 e (mmH g) 120 416 1 120 6 +17 1 123 2+17 5 122 518 2

FPIKE (mmH g) 77(50~ 100) 80( 50~ 110) 80( 50~ 100) 76( 56~ 100)

FBS(mmol/L) 7 3(3 8~ 14 5) 7 1(4 7~ 18 9) 72(3 7~ 18 5) 75(4 7~ 18 0)

& JG MHE (mmol/L) 129%4 5 117347 12549 12 914 4

HbA lc 8 1% X2 %% 7 8 2 4% 7% X2 M 7 % 2 %%

HOMA-R 4 08(Q 33~ 26 75) 3 73(Q 32~ 23 15) 4 03(Q 56~ 29 82) 3 61(Q 75~ 54 63)

TG (mmol/L) L 61(Q 31~ 7 81) L 64(Q 42~ 15 05) L 55(Q 43~ 30 38) L 63(Q 57~ 13 72)

TC(mmol/L) 526 1 05 5 17%1 03 5 31 %L 69 523%1 10

HDLC (mmol/L) 1. 29 %0 30 1. 29 %a 30 1. 39 %0 52 1. 31 =q 33

LDLC (mmol/L) 3 2110 89 3 00 %0 81 3 11%1 07 3 02%a 87

2 3 SMEBhEKRBER L, SREBARANMSHALRALBERGEE

RAHLI 4 CCA-MTAH CA-MTHR K, 550
ORALERAEEE (P<Q01); KL XA
FA-MTE& K, SBREBEIZRHAMEHEIRH L=
FHEREME (P<Q 058 P<Q 01), HAh&HAHE
HWRERB LR EME. KIBALRARHR KRS LK

* 3 MABRERMERBERMELER

P (P<Q05), IKIBARA MTHERHES, 5
Hih = EZR Y EEEME (P<Q 01); JHA R
KPREAE R RALBREFEERESE (P
<003 % 3).

5 CCA-MT (mm) CIA-MT (mm) FA-MT(mm) REPUR % MT 4 5 5
iR =H Q 850 22 Q 98 fa 28 Q 88 ta 24 36 20% 72 30%
B RA Q79%a 19 Q 93 a 25 Q 8110 22 26 40% 49 40"
HEBEaRA Q 82*a 24 Q 92 +q 23° Q 79 *q 22° 2L &% ° 44 8% "
mHa KA Q 76 fa 14" a 86 a 22 a 76 Xa 18" 19 1% * 3L %%

aNP<Q05 bNP<QOLSEEARALLE; chHP<Q 03 SEMHEIERHLK.

24 ZLEREXDH

#riz T2DM E3F s TBS4MEZIk MT 1 E
M2 AR KT RY, I35 TB 54 A3k MT
FIRAREZEMMHR (r= - 0 309 P< Q 001),
25 #ig T2DM 2EINEANK MTEENRZRE
RO

LLREHINE Sk MTHE RN A& (Y), A

PR (X))~ 0 (X, IR 52 (X5) s ML TB(X,)s
BMUI( X5 ) JERE LG (Xo) JURAE FE (X5)~ 8P 7K IE (Xg)s
FBS( X, ) & J5 ML FE (X,0)- HbATe(X,, )« HOMA-R
(X12)~ TG (X,3)~ TC(X,3)HDLC (X5 )« LDLC (X6 )
& 16N RIENE L E, #HAT Logistic[ A5
BT, B L% TBL s AR HEN B H 5 R . H 3
WR - 1522 N R NE 4
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® 4 2BBERFMEAK MTIBERVIHFENEEE

B B Waldfi P trERIERE ORMA
miEspHLaE®E -a 161 30 527 0 Q 029 Q 851
iFRe Q 032 4 862 Q 027 Q014 1 032
Wie4s Q 017 5 851 Q 016 Q 007 L 017

3 i

2 7R PR DR I A 95 7 114 s B SR At 2 B0 Bk o
WAL (As), AsF A NSk MTIEE. Asi
Z PP EUR R 2 51 R REE, T LDL R A= A& 1 2
A STRAS TR R B b 20 08 . JIH 20 36 2 ML 40 3R A 40
R =9, LAE—BHINNIEA Z 2 — PR R,
HEEd WA, B AR RIET R Z—
FARET BB PrEATE R AR ). Breimer
5 UTRE T e B, FE2T 22 HL A Py R 2E W 3t Ak
7, el E A AR E FE NG 8 H (oxidative low denst
ty lipoprotein ox-LDL)FJTE Y, B & 175 RE 4 R K F
(It 1R, R AR e A o AR S 1D i B A 2 T B
Schw ertner 1 YRR H I35 B 21 25 7T B8 42 5 o0
PR ER R R . 1 H, 76— T8 F JH 4 & RO K
I R ATRE M 7 R B, SE A I IH 41 5
K- B HE 0 i I A 99 Tk O 9 A0 UL AE ) fE
AR . f AT L, ME PH L E R AsIX—
i R AT E SRR 25 AR R .

AWFFEoN, Frie T2DM B b MT 8 E 4 i
E TBIRFELL MT IEH AR, RIEME TBKE
Xl A, KK Z RHAR CCA-MT. CA-
MT. FA-MT. B A3 A MT 1S R8T & -
AERH. ZEEMMEXSITKIMTE TBS T2DM
BESMEBRK MT 18 2 7K. Logistic 7] 157>
Mo, ML3E TB X 12 T2DM 4hE )ik MT 1 8
SRS, K ILTE TBZ#12 T2DM B &
ShEZhEK MTIERMSIERKER., X5E £
TR 7o A — 2

HRTAA, BEZLERHT A sHI/EH B2 KA ELT
FAE PR EARITE R, R85 0& T LA ] LDL 4 1L
BT R ox-IDL. L3 H 40 R A A — A B SR
AR5, REFRIT LDL g 5 ot 2010 4 388 i e o e 2
2 i3 H LR KRR, AN REA B3| LDL Y g
JR it B SR, AF ox-LDL 25 st i, {248 A s
BRERE ., Wu" RIS ViCH ViE k., 8
LR NI PEALT . T M ayer2s!" 3 — B 01
RERY, AR AR KRBT R 2H BPE

WYIR, IR EHAR GEELR BEEASS
PR 2T 25 R 25 AR 4T R S5 ¥ T AR 97 A& LDL BAXT $t
A SRR A B R . B E A
TR BB AT R IE B A PUAAE 30 R 40
BT C 7S YE ) g LA A B s S EH
PRI, MER VS B, BBZ0 2 mT DU b A Ak e o
] ox-LDLZE R, FH BBk MT B30, A B
1k A sHITE Al

MG =T A sTE MGG 2., A FEE R Ak
FILE T T AEHE— B 7T B INR IS TB7E
T2DM 3 Jik 5 #F B8 40 19 7E FH, 551G IR 12 Wi K OF
T2DM B3 A PR A AR JE J T BT I 8 Fe b
TR HHIPRAN J5 15 B . T2DM K I 95 4% F 7 76 12
T R
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