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2. ACE #{5T D/1 $BD%FH

KA A EDTA VRN Z ¥ o V12 Tml I
2000rpm ¢ 5 S EL OB ME A I L 7. o 7z
LERIE 5712 0.2 % NaCl # N A ¥E iz 7F T & 2,
& 512 1500rpm T 5 S5m0 U, =ik 2
. DNA I » b SepaGene (ZhisEitl) #
Hit>» genome DNA % filifl} L 7-.

Polymerase chain reaction 3 (L1 T PCR &H§9)
iZ, 0.05U//. L Taq DNA polymerase (TAKARA),
reaction buffer (Mg?™ free 25mM KCI, 5mM
Tris- HC), 1.5mM MgCl,, 0.04mM @ # dNTP,
0.2 M D% primer (sense 5 - GCCCTGCAGGT
GTCTGCAGCATGT -3, antisense 5 - GGAT
GGCTCTCCCCGCCTTGTCTC-3) A& 50 1 L
DI D genome DNAlOOng # 1 Z thermal
cycler AHWT, 94°C1%, 60°C14, 72°C175)

% leycle & L 30cycle }ibi} X2tk 72°C 10 %)
%l incubate L 7:.
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4 ¥ FIME % BREUR%, 50 % 77 F v Baife TH#s L 7=
0.3g/kg D7 F W% 1 75 THHE, HHIZ4M
BIEAKS0ml T34 V427592 2 L7 Mt
16 20 oy fRISEEII A >~ 2 ) v & 0.05U/kg (7277
L BMI > 25 £ 721X HbAlc = 8.0 % D B #E X
0.07U/kg) %915 TiEL, HACAEMAREA
0ml TT7 7y vals. 7 F USR], 5%
2, 4, 8,19, 22, 30, 40, 50, 70, 90, 120, 150, 180
SRR KO 2 v BIGE O iR & FREL L
7o, BWEMIZB A MBS KU Y 2 VA 3
ZRLETAMNIHI V2 -2 —-Tus 354
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%1 Genotype and allele distribution of D/I poly -
morphism of the ACE gene
ACE genotype D/I allele
I ID DD D 1
(%) 301 62 7.9 38.9 61.1

1213 Welch O t BE, Student DtEL L<
i& Mann - Whitney @ U B 7EI1ZTIT - 7-.

] R

1. MROFRKAR
SRIOXFIZk T 5 ACE #{z7 D/1 £ 80 E(E
TR 3 I # 30.1 %, ID# 62%, DD #
7.9 % T, allele 3853 D allele 38.9 %, I allele
61.1 % Tdh-7- (£ 1). 11, ID, DD =i H
WG, BMI, HEEBERSRERIARM, AOHEHE
&, HbAlc, #2 v 25—, dfEl;, HDL-
C, LDL-CIZI3AREELEAD L1 >z MFIZD
WTINGEA A TT#E (122.5 + 4.4 mmHg), ID #
(128.4+2.6mmHg), DD # (136.4+4.5mmHg),
PRI OWTIE I (70.4 = 2.5mmHg),
ID #¥ (71.1£1.6mmHg), DD #f (80.8+5.5mmHg)
EW g DD B TR E A& B E % 2D 5 &
FHERINCIIEBE AR B 572 7, AR
2% 15 I FE (112 139.3+ 9.8mg/dl, ID #if
149.7 = 9.6mg/dl, DD #¥ 148.6 = 20.3mg/dl) ¥
FOZEERE A v 2 v (#7101 +17,41/ml, ID
6946 #1/ml, DD £ 9.6 + 4.8 1 I/ml) 2k
WT g DD HFCHEIEDEIN A 52 & 2 h s
Al Ehr o7z (R2).
2. ACEBIEZFDNSBEESN R SN
S I (1.6£0.3X 104 - min~ 1+, U~ !
ml~ 1), ID#f (1.0£0.1X10~ 4 min—!-,U" 1 -
ml~ 1), DD (04£03X10"4 min— !+ ,U~ -
ml— 1) EKFL, SHMOB THEXEAAD
(p<0.05), 2HMEOKTIEZ T vs IDEF (p<
00w,nﬁ¥mrnﬂﬁ(p<omn):5;0%Dﬁ¥w
DD #¥ (p<0.001) ODFNFhICHE LA
- (E1).
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%2 Clinical characteristics of Diabetic patients

Genotype

(=19 DI (©=39) DD (n=5) P
(%) 30 62 8
gender (M/F) 16/3 27/12 2/3
Age (years) 521+ 35 508 + 2.2 602+ 53 NS
Duration (years) 81+ 1.8 129+ 1.6 126+ 3.8 NS
SBP (mmHg) 1225+ 4.4 1284t 26 136.4 = 4.5 NS
DBP (mmHg) 704+ 25 71.1x 16 80.8+ 55 NS
HbAlc (%) 81=% 04 87=x 03 87+ 16 NS
BMI (kg/m?2) 243+ 09 237+ 06 217+ 16 NS
FBS (mg/dD) 1393+ 98 1497+ 96 1486203 NS
FIRL (¢ 1/ml) 71+ 17 69+ 46 96+ 48 NS
TC (mg/dl) 2100t 8.8 1949 = 5.3 187.4 4 30.4 NS
TG (mg/dl) 1745 + 35.7 136.4 =+ 14.1 96.8 + 15.2 NS
HDL (mg/dl) 501t 44 473+ 18 50.8 = 9.1 NS
LDL (mg/dl) 125.1 £+ 10.2 1203+ 5.0 1172 £ 224 NS

Date are represented as mean £ SE

Comparisons were made using one - way layout ANOVA

SBP, Systolic blood pressure. DBP, Diastolic blood pressure. HbAlc, Hemoglobin Alc
BMI, Body mass index. FBS, Fasting blood sugar

FIRI, Fasting immunoreactive insulin TC, Total cholesterol. TG, Triglyceride.

HDL, High density lipoprotein. LDL, Low density lipoprotein.

*P<0 001

NS *P<0 001

mi™")

N
T

SI(X10 % min'» u U™’

1 ID DD
I Insulin sensitivity in each genotype in diabetic patients.
P<0.05 by ANOVA between three genotypes. The SI was lower in the DD
genotype than II genotype and ID genotype. *Mann - Whitney s U - test

3. ACED/1 %8 E A2 R ik AL 2 BEMO T T vs DD #F (p<0.002)
AlRg 13 11 #f (45.4 &= 20.0 .U/ml), 1D #f 1L OVID #F vs DD HF (p<<0.001) THEIZ DD

(18.6 £ 6.8, U/ml), DD I (16.7 = 7.5,U/ml) FENKIETH -7 (F2).

AL A AR L2 As, 3 BERIOO Fl TR

H s AEIZIZFRELE - (p=0.279). L
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*P<0 001

NS

*P<0 001

AlIRg( ¢ U/ml)

I

ID DD

2 Acute insulin responce to glucose (AIRg) in each genotypes.
P = 0.279 by ANOVA between three genotypes. The AIRg was lower
in the DD genotype than II genotype and ID genotype. *Mann -

Whitney's U - test

Z =

Sl 413 ACE IZF D/I &84 v Xy v
REZER A v 2 V3 EED B IZ DWW, 3
ZWLETNEERCTEMNL, DDEIZH T
4V 2 VMR V2 VR IREN B R
KETHEZLEMEL:-. TOFE L TCIL
SRIZEETRIZ T 5 BMI, HyERERS, mmm
(B2 > P o —LIREE) & EREEIR/ S5 4 — &
—DHBRIZBEWTENRBDOONE P72 &b
5, A, RERhmE, BEEESEANT L2280 TIE
BNWEEZLRNRS.

ACE (&1 N EIfEfE - 12 552 T Angiotensin
L2673 /7828 (His-Leu) %YL Angio -
tensin [l Z 4T 3R T, ZOBIRTIEE 17
FREMR (17923) IfHEL, 26f@o Ty v &
5MDA4 vy raryrbnsb, ZhE T Alu EYIR
F/ALE (D/1 28 % & T 20 {HD LA
AME N TS, D/I £%0L intron 16 (Z4F
{£ L Cambien 5 9 {ZX - T#]% T DD Bz
TREMMEOEEDHENE NI & AWE SR, i
T ARREE S IR F 2T DD BT s s

EIIRAE SRR ZE R BB 2 & 2E théaﬁ%
SN 18 ZFOBRBERBRMEERE & OBEIZ DN

TiZ Marre 5 9 IO TEL, 512 PAS Y

(IR SRR 2 3 5 2 AUBEHR R FZ 1T B W
T, BRBEEEEOMOCH CHBICIAMNE L,
%7211, DI, DD BDJETRp 7L 7 3 v PR
AN 2% 78 U, ACE 3&{% 1 A3 WPR w8
REDFRREIZB G LT A AR AR L 2. SE4E
Solini & 19 (% 2 ARUBEFR %L O DD ENZ 1T % ID
RN THEIRED T, SRIKA L O D A4 F
T ADENG S, REREREZIZ L DT L T
Tl EMEL TS,

ACE E{Z+ D/I A1 & 2 RUBRIR )R & OB (-
BIL Tid Doi 5 20 241 T L, D allele i3 2
ARERRIC B O THBICHEE NS 28 L, &
HENZNZORFIZOWTIEM STy, A
YA VMRS RIOBREHIBE L TIE, Zh
% T steady - state plasma glucose (SSPG)13),
homeostatic model assessment (HOMA)2V, #%0
PEEaER 1022 2 EOFHAHWTRE X AT
ETCWEN, —EORBABFLATHEN., Z0
JRIK & U T SSPG X FIZEBHOADA 2 1) v
REZVEAGHE L 2, £7- HOMA 34 ¥ 2 ) V%
WHR 7 NGB MRS 28 LA L T WERITo
&4/2U/Hmﬁ%ﬁ%iét% DS FH
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