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Effects of dyslipidemia on early insulin secretion and insulin resistance in

patients with type 2 diabetes mellitus.
TIAN Jinglun,et al
(Department of Endocrinology,Wenjiang People’s Hospital of Chengdu)

[ Abstract] Objective:To investigate the effects of dyslipidemia on early insulin secretion and insulin resistance in patients with
type 2 diabetes mellitus (T2DM). Methods:93 newly diagnosed T2DM patients without lipid-lowering and anti-hyperglycemia
therapies were divided into 3 groups by plasma lipids levels:normal lipids (group B),single high triglycerides (group C),and
high triglycerides and high total cholesterol with or without low HDL-cholesterol or high LDL-cholesterol (group D). 20
non—diabetic normal lipids subjects were healthy control group{group A). Early insulin secretion indexes( Alq/A Gy)and insulin
resistance indexes (HOMA-IR )taken from the oral glucose tolerance test were measured and analyzed. Results:Compared with
healthy control subjects (group A),patients with T2DM(group B,C and D)had a significantly lower A I/ A Gy(P=0.0000,<0.05
and <0.05)and HOMA-IR (all P<0.05). In contrast with group B,group C and D had a significantly lower Al,/A Gy(both
P<0.05),and,group D had a significantly higher HOMA-IR (P=0.0027)in T2DM groups. But no significant differences of the
ALy/AGy between group C and D (P=0.2509),and the HOMA-IR between group B and C (P =0.1841)were observed.
Conclusion:Our study supporis the notion that high iriglycerides reduce early insulin secretion function and cholesterol
abnormalities increase insulin resistance in T2DM.
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1.1 R E
R Fl 2006 £ 1 H ~2006 4E 10 A [TLAER TR
ZRRRITHHE M RITRFE 2 RERFRE 9
], B FHsli HDL-c R AP 4 IDL-c ARMBE L
24 2 B, BEARBE KD, FAAERTFR, B A H)5 30min
BEELTHEBESRBRYEEHRE 26, FAALD
LML AALTHIMEIRFEBEIL 03 41, B 44 i,
49 B, E 35 (64.93 + 11.74) %, 20 FIIEBE R 7% IE # I
BERRKEENBEBEXTE, B 10 8, F8%(63.78 +
12.16) %, FiABEHRREREE CHE REEQ
EH/EFHE (uA/Cr) ‘5.07/10gram Monofilament J& 7§
#(EEALRARAREIREE % R E3hbkEzh, %
SREETHRMEENS (H72 Phlips HDI1 2R FEA
Doppler LB =R B2 M L, BLIE 7 ~ 12MHz), HE
BT EBERIEMENERE . ER BRNER

A | JE B O B e 2 O I B R, B TE E YA IR EE I
Ep BERE,

12 F %

121 AR KBRS 3 X, KAZHE 10h FRR
FOMR 75 HHE W BRIXKL (oral glucose tolerance test,
OGTT), Bt Z 8 (Omin) WERFT/F 30.60.120min 4 4B i) i3
M, R S E AL R E M3 % BE , Beckman Cx7
e AEMNESE S (TG.TC . HDL-¢.LDL-c), /&
SHegek (AR E YRR AN &)W EmE K .C-
AR EHEA,

122 HEARX BRI E S WHEEAR RS 30min
RS R G  HRESEN HERITFNED AL/AGy
(Insy—Inse )/ Gluy—Gluy)¥; JBE 5% E HEHi 36 BUH R SRR ORI
#rEl HOMA-IR=FPG x FINS/22.55,

123 4 HBITK 2 BERFAE S Z R SAPDPG)RIE
T W 1 AG IE & F X N TG<1.5mmol/L,TC<4.5mmol/L,
HDL-c>1.1mmol/Lyg. JEXEFRIF IE % M1 AS 4 i A RExt B4 A
4, WERRIER MASA BN B 4, MR AL Ag TG FHER
A CH ERBEHIR S MAEFHE (TG 1 TC/LDL-¢ 7+ ,
BAME HDL-c f&{K) X D 4., HHEKH ALyAG,
HOMA-IR 8.,

124 SH¥FE BEANE « nRE(x + )RR, 548
EEB A, Rl FEFHRR, FEFHAH BB, FER
Frathl o RSB TE , B SPSS10.0 B 5E AL, P<0.05 2N
AR

R1 HARNK—MARDRELER

A #H n=20 B #H n=22 C 4 n=35 D #H n=36
Age(yrs) 63.78 +12.16 65.76 £ 12.21 63.45+£11.51 64.94 +11.87
Sex(M/F) 10/10 10/12 17/18 17/19
BMI(kg/m?) 24.74 £ 1.63 24.86 +1.82 25.37+1.75 2521+ 1.59
ALJAGy 15.82 + 4.07 7.29 + 3.36* 3.95 £ 2.18** 3.37 £ 2.04%*
HOMA-IR 2.18 £0.94 4.78 + 1,734 5.42 +1.764 6.35 + 1.9244"

: ALy AGy, AL :B A5 A AL *P=0.0000, C.D 5 A.B H K **P<0.05,C 415 D 4 K3 P=0.2509, HOMA-IR
ZHME AL :B .C.D 45 A A H#AP<0.05,D 415 B 4 A #P=0.0027, D 4.5 C 4 L4 P=0.0371,C 45 B 4 H.4% P=0.1841.
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