152

YZR TS

[ XEHS]

CRUBE IR 2K R — 2R Ja i e A
EFRS) /TN 157

ITFE TEYF, IFE
(B RFWES ZETEA DA, # & 4 # M5 421001)

[EBIRE] Ak, ERLERHAE, BRAH;, BREE, —8FE
(5 T AFHRCORBEREET—BREEUE AT AR E ERR, 325/ OVBEARE R PIEHRRB—
BEREFERIKE EEBEZR T TR LE 2R F . CREAE S h B FEAEE AN, %1

NRXHEREEREORB S EHBEEH, FERAPIEBEBIEETERIKEEHRAZHETTILE, £F XK
M, —BEREBTEBRE BEBEEZ T ORISR AS SEEREO L EHBRBRKBRESTRA

Ko b TR T, ORAE KRB EF 0 — 0 F B ER BN Z BAKANE R B Z 0T 4 215 K 8L Ak 5 4.
[HEISHES] R587.1 [ CHAFRIRAD] A

Dyslipidemia and Insulin Resistance of first Clegrr Retatives in 2 Type Diabetes Mullitus
Families

WANG li- Mene. WANG lian— Ping. and WANG Xue- Jun

( Second Affiliated Hospital, Nanhua University, Hangyang, 421001 China)

ISSN 1007-3949 Chin J Arterioscler, Vol 9, No 2

1007- 3949(2001) — 02— 0152- 03

MeSH
ABSTRACT

diabetes mullitus families.

Diabetes Mellitus, Norr Insulirr Dependent;

Lipid/ metabolism;

Insulin;  First Degree Relatives

Aim To investigate the changes of lipid and the insulirr resistance non diabetes first degree relatives of 2 type

Methods The fasting insulin ( FINS) , total cholesteral (TC) , triglyceride (TG) and high densi-

ty lipoprotein (HDL) were measured in diabetes mullitus (DM) group, impaired glucose tolerance ( IGT) group and non diabetes

first degree relatives (FDR) group of 2 type diabetes mellitus families.

glucose tolerance test (OGIT) were conducted in all grops.
= 1/FPG (fasting plasme glucose) X FINS.
(P< 0.01 and P< 0.05).
01) . Conclusion
degree relatives of 2 type DM.

(R4 B JR 95 ( diabetes mullitus) 2 35 ) 3E 0 JR 95
—2 % J& (first degree relatives, FDR) 5 &34 H A [H]
WAL 5, R R = e AR VP2 LR WA
AEHE PRI — R i v A7 A B B i A 2R LA ER B
B o BATH 25 A~ CEERF R REAT T
7, RIFER K Z o, AR — JoR B A W B
NEARU R AL AF A R B KA. BLTRIE.

[MEHB/N] T, 5, 1948 46 JHHAE, Kb A, 1977 5T
i BH = % Bt B2 97 % ok, 0N A R P 40 WA (I R T A . EEEF,
F,1972 45 7 H AR, W 4 B 8] BL N 1996 4F el T FH 25 2 Bt I
RESE . 5%, 55,1971 48 8 JH 4, 1995 4 Bl T i1 g B2 #
KREWGRES R

Their spouses were selected as control group.  The oral

The insulin resistance were assessed by insulin sensitive index ( ISI)
Results TG in DM group, IGT group and FDR group was markedly elevated
HDL level and ISI in DM group, IGT group and FDR group were lower ( P< 0.05 and P< 0.

Insulin resistance and lipid abnormalities appear early ( before the development of IGT and DM) in first

1 NRS5FE

L1 XRRESE

L11 & 25 @EBERREIEZFHE R
ERMERT, WHATT 75 D RA AT 2%
(oral glucose tolerance test, OGIT) , % 1998 4 WHO &
WE R~ lh R &R BT AT ES N Z 4
YEJR JF — K 3F J& 4 (fist degree relative group, FDR
group) 32 1, B 17, % 15 1l; A ¥R B2 a4
RFEFREE M, £ OGIT £ R E%. @FKE—
B ¥E T £ 9 1K 4 ( impaired glucose tolerance
group, IGT group) 21 1, & 12 #l, % 9 fl; OGIT % =
& 1 ¥ (fasting plasma glucose, FPG) 26.0 fi< 7.0
mmol/L 15 & & 2 h m## 27.8 F1< 11. 1 mmol/L.
(9FE JR 9% 48 ( DM group) 38 %1, & 21 fl, & 17 #l; X
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FPG 7.0 mmol/L, #1 5K & /5 2 h M4 211. 1 mmol/L.
1.1.2 *#8a 254, F 146, % 11 #; AT
BERATEBRF EICTRE. THERFBAS
R K #% %, & OGIT E%.

1.2 A%

& F R E A 8~ 12 h, TiF B+ B # fk 1,
M| i %% K [ B% (total cholesterol, TC) - H i = B
(triglyceride, TG) « & % £ i & H (high density lipopro-
tein, HDL) \FPG #0 % Ji£ & & % ( fasting, insalin, FINS)
Bk & o (K% 8 & & (low density lipoprotein, LDL)
R #E /AR LDL= TC—- HDL- TG/2.2 it & . JE & %45
#(insulin index, 1SI) 3% & X % & W 8 A KX 1t
#, FPG M= X AL # & 4 A B %, FINS X A i
54 9% 3%, TCTG F= HDL X Jf B % 0 7% o
1.3 ZitFEaE

Frd 4B 0L« +5 &7, 191 B FINS 2544
A7, # & L H 442 4 1SI= 1/FPG x FINS, F LA & 4 xt
#ENY ., AELERXAX B k.

2 g R

2.1 BHE—BIFRER
AR AR RS B ME I LB 2R 1 (Table 1)« 42 X

Joot R, A) WA ALIAN ) AR TE R E R (P
> 0.05) -

x1. FHE—RIFELLER
Table 1. Comparison of basal conditions in each groups

Group n Sex (M/F)  Age (year, x Ts)
Control 25 14/11 53.2+7.1
DM 38 21/17 54.0%11.0
IGT 21 12/9 49.7%14.2
FDR 32 17/15 49.6%12.1

2.2 HETKEIE. . SHERSER.ME. EEAMER
BERFRIEHLR

47 I LRE L 7 B Y 3 I AR i B R
By R BURFR B E 45 SR W3R 2 (Table 2) o AT W —
ook B4 IGT HAKE RN TG KFBE & T 1
HWXTIRA(P< 0.01 f1 P< 0.05), X =41 HDL &
FRT XA (P ¥ < 0.01) « X=4H ISI 5 1EH
WAL, B FBEMZR(P< 0.05 8 P< 0.
01) .
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Table 2. Comparison of FPG, FINS, lipid, lpoprotein level and ISI in each groups (; *s, mmol/L)
Index DM group IGT group FDR group Control group
FBG 11.29 4. 42" 6. 06 10. 88° 5.00 0. 70° 4.99 £0. 83
FINS 19. 37 £10. 80* 14. 85 £10. 20° 15. 11 £5. 47¢ 13.18 £6. 36
TC 6.23%2.11° 5.80 2. 47° 4.65%1.28° 4.2310.99
TG 2.05%1.49° 1.84 %0. 70 1.89 £0. 70 1.31%0. 39
HDL 0.94 %1, 24 0. 96 *0. 25" 1.03 0. 16" 1.20%0. 19
LDL 4.22%2.19 3.9012.38" 2.80 £1. 15% 2.43£0.97
ISI - 5.19%0. 15" — 4.36%0. 47" - 4.2470. 45ad - 4.07%0.37

a: P< 0.05, b: P< 0.01; compared with control group.

group.
3 ifig
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ST P v Y = L T e A B MR e I R
JE, FR AR W 2% A UUE ( metabolic syndrome, Ms) ", 3f
H, AZ A A 2800 B AT R %k v H 1E R R —
Fro JEACH 2B AT R & X AR B T 16T 5 08 IR
i ARG RARR, CRURE IR B RN R —

¢: P<0.05 d: P< 0.01; compared with DMgroup.

e: P< 0.05, compared with IGT

4>%)& TG F&, HDL F&{IK, 177 LDL o & #&fh. &
B R iR CRUBE PR K &, COBUKE IR [ — 238
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(insulin resistance, IR) PR35 Rl 3% 8L G BE 55 22 07 T
JEU PR 5 B A AR 3 P T 2 1 A L BE RO A
RIS . AR R, CRUBERR Bk
VR — Gk R R R, FEAE R IR
ARG REIR, — HRIEAIGT S R AL 18T 2
B E RS, RUIFAEV R IR, BT IR, &R B
2 73 HH I 2 PR B R, PR A Ak e B TR AR,
FEFFF A ER 73 JBR 5 22 A5 A R R, i sk 81 32k ] TRl 4
GURI IR B 2R TR o IXRR I AR & SRR L AR X 42
e, LA T P P9 B2 40 3 1, (€ HDL 72 BT A 1Y
I ARG 0 T R ZH 2R TR B 3R UK B A R 8L
%, WO R 8 B e B A T 55, 5 1R T B, 5 Bl
IG5 R I 2 1 R0 2L BETRORE 23 A AR U BRI, {5 HDL 1)
& BJERHRA T TG & B BHE 2, S 805 TG MK
HDL.
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