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FHARFAREELEDZR Y BEARATHERETH
WS ERERBEEABRR T ETHMEERBLBERRFAAMEE
Fllf - B RNFBICBERIRELAEERAR  ACEZ AR AEE T
AREGRERAAEANBERSARNE ABEARLTHESCHEAE B2
B R EAFEEER  ALE £  ARRARMNGAEA
FDDRARKBEAR R KEIE - SHAEE - CHILRE - §HhBE R
MBRHECIBEARHN 2L B RXGARFFRGHEADDE K
HaABEAMN - HACEAR Y ER T AR —BA AL ELHAE
FR - AMBAZREARHE S Hw FEHHERE il
EREMEHRE - FACAES LB L LEFRETLLAE TR
K RYEEER UAFAEMT » #k THRACER B &S K$
B~ BEP R~ Hhfis  BAK ShBRAMERZZCHER AR
BFegfamidt - BHEAMBERZEERRBAHZ 5% -

A O ERBRAI0AACER AR E S H » BAZACEAREA
EHEERNLXREAER » 4% AIV/ID/DD = 47.00/40.06/12.93 » D/I =
0.33/0.67 - A2 L3bE%BF AU LBARE B HIF2CADEHLER
FRBHAHIHEARERIBES - M B0 ¥Apo A 34 £DD/ID/
ke BaitER L% RADDARAM @R A BRAMHApo A -
BAELHEBEARZIERIET > 20 flp@)2ERSHAH
P AIHE AR 2 B RI[ £ 5 - & imultiple logistic regression#f X, &
HHEACEARAH M As B Z M E I - L4 AR E B M ApoA &
ARG % 5 B H b 4 EDD Y5 {4 50.496 » P=0.03 > &
SR BLp(a) 2 WA B AL R $ » £DDHIIF A F b 50.505 »
P=0.03-:* A& mB AR RERALKEHIHBEARERABEEE
BITERNS -HHERBAOHRACEARSHEFE—SHELL
R B $1E A ] -



Abstract
Key word: Angiotention convert enzyme, Genotype, Coronary artery

disease, polymorphism.

Cardiovasular diseases turned to be a major cause of mortality in
Taiwan recently. Molecular biological and biochemical measurements
have opened a new era in our understanding of pathophysiology in these
diseases. Angiotensin converting enzyme (ACE) mediates the conversion
of the inactive angiotensin I into the potent vasoconstrictor angiotensin II
which participates in the pathogenesis of many cardiovascular diseases
such as hypertension, left ventricular hypertrophy, Coronary artery disease
(CAD) and even myocardial infarction. The ACE gene has been mapped to
chromosome 17q@23, and an insertion/deletion polymorphism has been
located to intron 16. It has been established that the D/D genotype of the
I/D polymorphism is associated with higher level of circulating ACE
compared with the I/D genotype. D/D genotype is more frequent in
patients with myocardial infarction, hypertrophic, ischemic and dilated
cardiomyopathies and with left ventricular hypertrophy. However, there
are controversial results in essential hypertension among reports from
Japan, Australia and USA. Ethnic difference seems to exist.

This project has studied the polymorphism in ACE gene of 3000
subjects from National Taiwan University Hospital and Chin-Shan
Community Cardiovascular study. The D/ alleles frequency in Taiwan
inhabitants was 0.33/0.66 which was different from those reported by
Western populations. In man, the frequency of I allele was higher in
coronary artery disease patients than in healthy persons. In female, the
higher I allele frequency was, the higher lipoprotein(a) concentration is.
The D/I frequency was associated with the efficacy of hypolipidemic drug;
I allele frequency was higher in non-efficient group. Based on these finding,

it is worthwhile to identify the underline mechanisms.
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Zhodt e EAESLZAEAREIRSRBZBTELRL41%  HEE
6345 % X EHBEZLM206%EH L2 BERAREZAE K
AE31% 0 § RAKBE L L SR AE BRI 2 BITE
&43.0% ) c WEBAEZER - BTH T R mAE SN E DR

MR CHE SRR - AL S BME+ A S B AN —
o MRERGEHEE  ARTMODHRAY - D FAMWERS
BT MER BRI ERAGTD LA ALY - RUES T A
B 2T k- ¥k BILE | £ % (Angiotensin converting enzymes,
ACE) R LA RBY RHBTH - aR KA QR HEE-o s
RAFRGHMNBETEL TGRS - RSMNGEBME (remodeling)
tTHEEREARIEER - LT R FHCBEALES - 05
&N FBILEEACE)# § — & £ % 7k /1 % (Angiotensin I)#{t % § =
R & 5k /) % (Angiotensin I) > M EE R G R T HE T2 0% L4
| o ACERR T 42825 6 Wi s A 9A BR 6945 F b ~ e SRR AL b b,
BEARM - REBDBEFERWGRTETELGRBKBEIL » o2
) B AR A 0. % 3k 71 F 4108 F 47 418 ( ACE inhibitor )7 - %K A2 /LK
KLY BARBREMALS aFEREY ACE 8 » QTSI
# kR 2 ERES c L UACEACK A EREE R
Eegifa’ o



EABFTEEACENRE  MIABRABAZIMBAGLZERK £

C. R —1EA% LACER R ESAE X

REERETHEZEZS
# 5 3 B &) Nancy Study’ B R 5% FACE # 8 44848 ¥ (intrafamilial
resemblance) - £ FHACERA B MR AT I FREHAHMHY ELE
+ ACEARAAFRACEARRMAABRE +tHEERGERE L
(17q23)7' « A A B $ 2548 K & 4 A B (Intron) 9 % 526 % »
Exon) o A4 %+ 18K & 4 A B (16th intron) £ - 24 TACEAR
EAM e EE+ANBAREZARES — & 250 bpty A B 85> KA
Z B #A R (Insertion allele) » & F +ANBEFREHER LY —5K&250 bp
&K BBy > RIS B AR (Deletion allele) - R LA ACE £ B
THA=ZHAR AR AKX (Polymorphism of genotype ) : DD# ; ID
2R oFvey ACE REMZMSARNRRMA it S LA
Bey£ £ :DDRey ACERES 4941 + 883 ugliIDH B 3926 +
668 ug/ll ; Il A 2993 *+ 49 ug/l R & HMEHACELAE %
W T BB AT DI = 059041/ DD:ID: I =
027:053:02 - RHMeyH KT : DI =0.59/041 -~ DD :ID:
I = 039:038:0.23- tEey#H A~ DI = 0.58/042~# DD :
ID:I = 035:046:0.19° B AHEE DI = 0.39/0.61 - @
DD:ID:II = 0.19:042:039- £i2#K4E V¥ RE B REHLbEK
FRERE BAAREERMOARNERARRGIH - FHEAZ
R EHAR - §BHEEREAAERYRE A AREFH LT —1@
B FEFRA -

4 Liporpotein(a)i B 23 dk gk kLA M » @ ACE4Li%
WH MK EICE IR A B - Liporpotein(a)$2 ACE i —# 2 P &9
% A RETEHEBNCY DD A& AR Lipoprotein(a)s il &

6



bk ID & I HARRHEG > 55~ 95mgl-77mgl~ 41 mg/l - &
R B AMACE X B A filipoprotein(a) N E% L PR & 3K
Bk % ] #% B- & 48 B £ ( p<0.0042) -

WACE AR S AHBECHEEREFSAMBNE  AREHSH
ERZARET - KA CHEESGH AL LRSI a g o4 %
3 DD~ID HEBEERIA A % ; (oddsratio =2.2 for DD vs II > odds ratio
=18forIDvs I ;p=0.01)"" =By ECTIM # % &= DDA H
PROCMEERFABIEHN > £4A DD RID HEABRZEA» RE%RE
A CHAEEGLE R TRAR %(Odds ratio=2.6 for DD vs II
0dds ratio=1.9 for D vs 1 ) > ¢ Cambien % At £ OB R » 2 %
HELCREBEAFZEHONBEREAREA R ACE RART S
DD # - 453 B¢y Caerphilly Heart Study #F % 1226 4 ANE
AV R, - JL1RAE Bl B2 69 %5 ADDR K B 52 53 1k ) Bk A% #4948 Bl 5k & oA
B(p<0.0053) - £ BB FHEREKRME  BrLIREFRBLE
AhmAmETEE DD AR ZREBIER TILEA L EHACE
RABEMBEATRL £H0BRAESE  ARLEAE BT DD %
D BARRSLEREHMN - KM BAe Koichi ZALERL
AANGLER ACE AR S UM AAEMN - B EREH R
ACEZDDHERBECHhERLBELAFEREM - FAXBERACLER
SBACEARAE » BAEBNARBEFZEL

BARAR AvERELS ACE AR S AMEHR - A
Schunkrt % A B % 290 m A CEBER EB LA LCER
BHymA  ARARGBREFHFEABA > #2158 DD &K &y 3 5
5 3%(p<0.001) - B A& Ohishi ® & Naoharu ®*% A#| F B2 &
BEGMAESERERME » %5 DD HARREL aReHEA
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MRS - T4  eF 76 ACE REASEEA RIRCHILAE
kN MR ER GG LBRYTFHRRERECERE -
EBHHEBRFECMRERRAMSEAE SRR HRAS LELTEH
R DD AR M MBH" o 51 R0 8 B HBRK IR
Soym AR 357% EA DD RKHE (p=0.008 vs control ); i K EA&E
MR CHBMEBSHBAR 392% £EF DD HEAH ( p=0.008 vs
control ) °
BEEEARTREART O CRLTERBLEALREF 4
FREBREAFEABRAKRE FARA > T EATREREL
E-BER - RBHBALHE  BATAIARRME - B R AE
AT FREF R BEBHEN  FHUERRBORAANSEEHES X
B iy o
SRZMEEZ B
(E— SRy FRELTRETLEHRA 4T T K IR A RIS
PRAALFBKEZEFAREFRORE BYPRE -BEE &
0 E -~ FHafE) MR $5EAEAE U,ID,DD 2 &4 - B4
EREBRHTCHARAMBEFGACERR Z £ T » At
SHTRGREAEREH TR IRKEEREEKHACERAH
EL -
(DE—FARBAEFTARER SR PR BERE - SE -
M fE JXACEABRAEZ ¥ ENH > AEB bR AT
AAEZEREH BUBREBERBRENWEEA - BERA
BRREWEZEHE - GEAEEZACEARARNEMER - &t
o MBI R FEZHETAET A5 -
(2)E=ZFMRAH BB AZACEARRNEZHY -



(D) AR FHE & R REAABAZACERABR R EZ Y -
B)F W F M RACERA H A& % LM & Lipoprotein(a) 2 s 5% &
Z AR -
C)F wFm RACER B & A& % 5k 9148 38 $) ik 2 P9 B8 389 1k 89 Bk
AR EZA8H -
D)RwERMALESHBEAREZ LT RILAACEARN £ 2
A8
EYFwEMAEIH S hln EHEREEMRBERACEAR
PEZHRM - KMAHAS FAMEREBRBES L THLE Y
BRI -
(B)FREFEEMMACEABRRE II'ID & DD AHEBHIZOHK
PR~ AR bR SolsBEERRBARZHMM -

BAT > RtdleE R 2 B 2T ARLL3,0004L B AACE
AR ERESHACEA B2 M S5 5% B 4 248 WA 7
RFZRADH LN ~ 0F AR FME S » WIMERLT R H
F(89 05 &) At Bl MRBA A RIER L REFATE
st -

AR
AFRACHERB RS EELAREAFHEEMEE -
Bia R4 dREMIEHEaEE -
bAMSGAERHREENH BT HREZ FRESG(FEHREAR
N=600A » S RKEF & - T ~ B k) o
C.EMRZRAI00ARG o KK E EXRETHRE(E
HAELS RBE-LB - SEE RLELRERS)-



d. ERA0A KR ;5 ~ B H b Bs - EEI B - MEEREE G ~
CLEEREG -BREEAA-BREEGB -BE&a() o -
R

e. T 400 Ak 9 ACE & B 547 o

D90 B

ATRESREH200A KRG A ~ Bk -

b. TR ERE200A RS XU E R ABREE
HRAELS RHE - LR -CER - -BLTRERE) -

C.RM200 AR MM~ =B H ks - EEEE REERES -
QERREERO -RIERGA-REXGB X G(a) i -
R i

d. £ R200 AR Y ACER B 5 #7

e ERABLRACELA BAAMH -

fRBERETH  KESHMACEAR M BIEHET T
HOhEERIEREELELE -

@bk
2 LMECRETREAE

oS 0 B R IR IR

ARAHEKOECFREKLESLAEANZ 3081 K237
A RIEHHRE (Cohort sample ) > M A REBEGHE B LS L
JE4 4T P (house to house) X B X AE » WA EE » 2EFA
HELE -

PUORERAEMAVRER HALE BRE -£45rL-E
ASEH - BAETHE - BHABT O CHRT - CRAEDH - S8 -
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MR FARRA - BAEARE RAEFHERLEKRALCCHEBER
HEhITOELHBE - £ AR (arcus senilis ) - ¥ &7
( xanthelasma & xanthoma ) ~ SHiZE & - FHEF ~ SERAD ~ S
F S R BRRE ~ KB s - HRB TR - REIRARBLE -
ANBRTREESCER - CHREBFEALIAATRERE A A
Hwellet-Park Sono 1500 R &6 f£ BARH SHEABF K FRET ~ LA K B
Z T B2 FH iR E SRR AR B H 485 $) Ak P9 BE( intima )
BE-# M 75MegaHz WRFLERKRE ZBAGRT XA — 2T R
BEEANBEE - #3600 ELHKILE (Hematocrit) ~ 3Kt 3 - &
o hkE - EEE - ZHEHE - 9 FHEAE%RSG (HDL) - AER%S
(LDL) ~ apoprotein - lipoprotein (a) & ACE X B % i % - 54t
HRSLBERBREATCERSER BEABRGRARGS RS
EHBEREBTEARE LS EZIREHFLAELETHRSE » RH
& K &0 H F4{(Quality control ) » # R ERI > A A EBHATAT
BATHEWR (Field visit ) > B R L REEKRE - FIGAMA AR
BRGBHEE R HEREDELE SR FHARRAB KT
BEesREMLEEERARE ( Calibration ) - N K47 KA K
( Longitudinal study )X ¥ B A B E @B FUEMAATZIRBERR
+ o B EEIEE 4% (Surveillance system ) 5 A7 A3k % ( Quarter)
REZRFEE | KB/ d TR 44" KB "Non-respondents) A T 3
o oAIRSLHELHERCHMUEFNEERZIRBEHM - BH 2L
PEREHMEKERTCEEXRMIMBEAREE ( Morbidity surveilance )
B Ft%#%E (Mortality surveillance ) » 383 B% & 3 #74R 4 (Diagnostic
criteria) * R LETRLE o AT A L BRI £ 4 Framinghan , New
York Heart Association % ~ # R a &k - A CRKRETALEAL
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£ A BRRFEBEMm M ZLERE AP o2 4L ERBH -
b MM ARM RS KaE R R RE R -
CCHRRRT A CRIEAR C FREE® - FFBRAET - O3Bk - B
B~ RHE - F=CEF - REACKRRBIENEEZ P =FAREZ ]
FH-Aamm THEBY, ATHEMACEREAEZHAARS L4 L
BR > ool &l  BERE - PRRABKSK FHHEHRIFR -
(=)ACE# H % suhst 7%

kit B B IR T AT  ACEAR $ AMMA - AN TRETBESR
Rl BOEEXR - B—FRBAH TRERKRELBE > &Y
RA 1476 KBk AR TOBLEE T B AR SF# 4 2 B H AH R
MACEERBH Z 0¥ - R_FBUMARCHERRIEFERMES
HAMACER R 54 - E=ZFRIUSISLEZBEALE S Bwi
LR610.4 & s 5 B 3254 ¥ bk B B R MACERA R 547 - BHF L a5
AZHBEBE —FREZIELTATH RO REHIGIRAEEA
B wRAEZBEFER  RBREFBRALTHARLEAMERAREZI SR
TER RBBEFIRGhrplE - £HEHE AL @B Ty
o BBATEN G % R B LAERAGARIREEY > b B8
HERBIAE -
I R

KB EHBRHAR LS LEE SR 0EH(CCOHFEZE
Mg - REMBEHEAESmERGAMAE - EF - A0 ~ 472 -
REChBTEREZALAREHREN > THREHIN - BHSWH
HACEABAHNEUMEAR—_ATHBREALAGT LR - TR ~ P
B~ ok EZHME o ACER THERRRFZACEAR A R i £
£ BAACEABEDDR B E W A H LA AT ERZHIEL &
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##8 Odds ratios & BA logistic regression #FH € B F2 & E Odds
ratios °
A AN

K Higashimori ¥ Z S X B AAE ¥ B R 50K 5192% %
21.1% > QDTiret ¥ QISR LR ECHEEER A SPIEE L 2 LA
27.1%5.364% - AR T A £ A RRIFFERD-Allelese E¥ A B
27.0% ° £ F S BFCADBH KA » RA &0 BFo % w5ty m ARG
£17.0% A B 85 H EDDE 4 b 214E & E % A 553.3%
) 569.2% ° o AACEA BIIA XDDA % X M #38 » g 556w
ERBRBEFAZERL > L PO KALEY Pl REABH > BAE
REBEEAKXDTERETRAL - E L 15%4 E1008] 150 A > 4otg
£ £10%8] 180 A Z]320A ©

Py
Py-P, 05 04 03 02 0.1
04 20 23 23 23 20
0.3 37 40 40 37 32
0.2 8 87 83 74 59

0.15 147 150 141 122 92
0.10 326 326 301 251 177

CCCe &1 & % 5] ¥ 2 BG F BAE R TR &) - H 48398 4 80%
MRENP=0.058%) - AT HhBE & a2 H TiEI%MI L o
ERBETRZLE > BRI B aARE —F2 F XK
N BATEBREMYER T D afsRIES a2 28 2T H A
R#K -

A~ ERBEROIEERA
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(EEARBE - SEE - RUHLE4 (CPK/CKMB)# 1L &S ALEE
THH -

()&EFEFEERE - BAET - MEZTHE - BAERLOIESHT ~
SRR LE - HRB - MEE - FIRERE - BAKE  BRAFH
HREFRAREECECHRER F2KEOELFIHE - AR
( Arcus senilis ) ~ % & ( xanthelasma & xanthoma ) ~ < Bz & -
BHEL - SHBADN CE - HE LR BB E - KR
T~ BREBR - REIKARS % -

EBTREESER - SHALATHLIINERRE * #1A Hwellet-
Park Sono 1500 , 8 65 f£ AR 4 S5 EABF AU BE ¥ ~ LIS R H
Z o T Rz i E o

()3 3] & o IK LA (Hematocrit ) ~ 3K 330 ~ sl ~ KB -~ BB
B ZEHwi SEEMES MHDL) - KEAES (LDL)-
Apoprotein -~ Lipoprotein (a) & ACE £ B % 5t -

(BB R ALK T B REKELIRE -

BB 2B AFMACEABRANEZ S BURSHLEE >
ERMACCCERHILE - BEXREMAMEAZLE -

%~ ACE RBARE S AMZTRESH

(—)% % Genomic DNA
B 2d P 582 Buffy coat » BEGFAEETTIOCHR - ¥ &8

Genomic DNAZ PR ; B X #hfg o BRAEL M A30EH ~ pHT 5894 %

#.(0.32 mmol/1#& # ~ 10 mmol/l Tris ~ Smmol/l MgCl) ~ 1% [v/v] Triton

X-100 )i A4 » B2 10°C » 10000g RAE15448 « 8 BB fALS

% +0.075 mmol NaCIl-EDTA -~ 250%% # & SDS(10g/dl) ~ 100 4% # &

proteinkinase (10mg proteinkinase) - 3% # % % £ 37 °C F #% 1t
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( incubation )1648 /652 1% > AwASZEF water-saturated phenol— A2 &
3 o B4 A [viv] 20:1#5Chloroform/Phenol &R S5EF X8R B KM
R 5 BEDNA - R4 24 0.5 £5+ pHS.24ammonium acetate & 10 %
Ft &9 ethanol R A DNATTH - ST# 14 #9DNA A 2R70% ethanol ¥ 7k 3 1A
pH 7.6 #3 Tris-EDTA % # #& 0.5 £ # ( 10mmol Tris/liter , 1mmol
EDTA/liter )5 Z - BB % TR LE4CAS 54 ~ BAHNET20C
YO -
(DB ErE R FT R FRCEFZABFFAREZHARELR
CHFRRBZIINTFRABFLUREZINFIHNRBER S REL
R ° H LA Sephadex G-25 column #h4k - 3] F&H 5 5|4 F :
sense oligo 5'CTGGAGACCACTCCCATCCTTTCT3
anti-sense oligo 5'GATGTGGCCATCACATTCGTCAGA3'
A28 2 T T ¥ G

AL FRANT I REZER  3mM MgCRR ~ 50mMKC] -
10mMTris-HCIl pH 8.4 ~ 0.1 mg/ml gelatin ~ ANTP ~ Taq polymerase
T PR IR 8875 3R 69 B A A 50445t - 1 A PCRA% 8 (Perkin Elmer 9600) % i&
FTREBEFMRE - DNAMIAT w47 % 1 (denaturation) ; 1258
C fo #4147 B2 (annealing ) 5 & 2A72°C 3¢ & 4 A&k (extension) ° & & # 47
UAFE|RFEGDNAR DA - TH1% BB EARHRF OB EMRE
HAEY * 1w RDNAX — 5190 bpk A% - HADDARR ; mAEE
R—B 490bphBEH %A 11 AR —F %% - BADLAEA -
k= BANKRLE G > BRIFLERD ZHALEHE (N45mM
EDTA) £A200 1% 4 5 8 A 3#7-20°C © 45 M 55 AR R I H 50 2138 Aw A
¥ ¥ 78 » E 7 Beckman titer plate F » £255°C # R, 2k £.4% Au A 100 ¢ 1
AR - BB K 5% A100°C #2594 ~ B K F 2ZDNA (4
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@l) B EEIOILMENHRL NEBABHE UERLB £
R (PCR) -

X
LA A E £ RS (8 ACCC Study) * & RE
TR HHKLS  CAALFZA EEHBHREHEBMER
FACHEEREEETE - BEFRBHNARBFLIHAHEL -
SHE136021E B4k A SR atiind BRI ERALHD S BEE
AR B ) e finsE - RTRFZRACHHEGREF LS
FROLBBHEHRRKREZN AFEZMZ Y HEERRZMA
TERAAR  CHEBRREES RG> RAE - B EY
ARAS
AMESLHECHLATRRAARBEFZIETE UG EaER
BAT e B 8 =240mg/d1 % 16.9% 8% & s & & = 160ng/d1 £ 27.1%
BEERESG <35ng/dlF13.5% » =& H ks =150ng/dIA24.1% - %k
BHHnBRBATEISO% » BEBHSCY TR EBR SRR RS T RZ
BIAESTH AN R22% - R_FBHMZHLE ZoR KEPRA -
% o SR BOHE B % 53.74% - 1.03% -~ 8.66% B3.60% o &z .k
wERERBEREZSL - (RER— D)
FAHNBHHE L FERBRIEZ @Y [Lp@)] 2B 54 ZH4H1K
(Skew distribution) A KB E & % - Lp(a)Z e F R E £ AL ERZ T3
REF ~ k5 flek= -
EFHEAELZICRAEZBRAOZREI MR EREFPHERCR
AT RE B MHA3.17%210.10% 5 %14£2.99%K6.92% B M hiEd

A61.6% REAEABMI>27)E %4 % A108K17.57% - B4k #EA R (L
16



¥ > 140mg/dI R Bt % ) % 8.46% R8.60% ° & BAH14.99% (B% 4
| %14.09815.78% ) A ETHELRE FREL  #iE > Hh
B> &% E A% a35ng/dl ) # ks R A M &R B % MHDL-C>60 ng/dl)
Ao F#s 0 36028 L ERAIS2N F—REAARRE: - —BAKRBR £
1543% ~ = BARBEEEFH4S% ~-wEBABRREELSY °

40 E RZFER 2 £(1990-1993) £ K134 4 56+ - HAMKE
T % %1237/107/year » £ ¥ S hfa 5% B 5 £345/105/year © 3 5
A B % Z odds ratio : %% (2.19)95% CI 1.08-4.48) > & s J&
6.18(3.08-12.41) » ## F#4.72(2.17-10.09) » &~ % 8.08(3.47-18.33)
FR7.831259219DNMEAELHZLER - AWM NERLZLE - T
S~ PR AR ABRILE LR F > MHDL-C235ng/d1A % & £
REHEF -

REFJREHAFHHEESLARLEEBBER WS 2E R R
AMBRE -HFaRB - AR EZHRH A RMERATEL S
EARERT RITRAGEHE KeHBAE—SHRMERES
Koot - S HBERREAARRFHERE—SERANG
B EXEGAN - HABXET 2 LAERELELRAA R R
ERFHERGERS - AR A RFELETHB AR CIF
647 T8 % 3 F 2 Genomic DNA - # 3% i B AACEA B ey 5 0B F4é
REBAF B EHRM » W RE(—)FT - R B E WA EABE %
¥ 0 T HUTEFIRDD ~ IDXRIA R H(E —) -

At ER B A3000AACERA B & 547 » BAZACERA R A
BHBAEABRABEE AWK F > 4 % & I/IDDD =
47.00/40.06/12.93 » D/1 = 0.33/0.67 st 4&allele t RIAE A B 7 3% B &4
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0.54/0.42 > 7% B #905.59/0.41 & iR # 90.51/0.49 - #2331 B £ #50.39/0.61
Fo % Ao 3k ¥ A0.30/0.70 -

EUD LB ERFEA T RAT ACE R EH A EF ARTKERER
(CAD) ~ B % #E #(CVA) ~ & B MHTIN) ~ # A %DM) ~ £ oERE
OLVH) - AR EREMDEERRZIERU S HREBEARAEE
Aok BT AEERERGACEXRAE S HAEF B BHITER
ER > #— S AHBARHRAR(RAN)ANGE CAD EELLEFER
Bee I HEERHRRAEP=003) LEREFPCARLEALD HE
ARHRAFEHEE CAD RAERER - b T AR DD/IDI =4
ARARNGEFACSBELER - WwR BT APA EAEZGMEBEA &
& & £7(P=0.04)> @ A DD @& &(DD/ID/I % %! & 147 & 41 mg/dl,
142 & 38 mg/dl, 141 & 40 mg/dl) > suiE & F & M R KB R 2 RAT
RERTHBERERAE > HRECAD s SE > AIATRTHE
BRE - #E# A GLM # X (General Linear Model) R #:7 Apo A; f
ACE XA - A F& - HA A BN LETA%E > RACEXR
BRI ~ID - DDHAESRE » 23 ELHE0AS ACE LR
4 %75 %] Apo A, 2 ACE % B 48 i £ 1& H % $((Estimate Parameta EP) %
248 P=0.026 ; & x ACE X B A & i 2 18 dummy variables(Bf £ 32X I 5
At DILIDRBEHA S Apo Al et - ERFHDHITELER -
i DD b 11 B &3 & & P=0.0089 » EP=6.36 - { A& pearson correla tion
FERFXTHAREFACERRA (4O ~ID - DD =) £ 4 1k
MM - EAFAFHEM Apo A, A5 ACE # B 48 i (P=0.04) » P&
PRI AR E(RA) - £ERATEA I X ACE ARAFZAH
&ty Apo Al #48 » R KEFTUBRTARLE IHBEERY > £ 5
BECAD  BAHSIMRETOERTIRNG Apo A% 5 B & CAD -
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BARFLBEETSHHEL > 2T HETEFERE > IRLRHE
B BF 3 F W & (NCEP) #4942 & > oUBE B 8F A0 240 mg/dl » = 84+ i s
A# 200 mg/dl ~ HDL /J# 35 mg/dl ~ 54 & LDL K # 160 mg/dl SBP
A A% 160 mmHg ~ DBP 24 K # 95 mmHg 4 & - 5% > 1 Apo A; B4/
# 10% & 2tk ~ ApoB - Lipoprotein(a) ~ f.4% ~ B & %14 % Bl A AR
90" By B Ig c HHEHSBELISHGEERERE 5 KRR
EFREFARZ ARG -HEARBRBEE LR BRI AAH
aMEGg e ACE RAE A hisE oMt - 2+t8aF-IHZ
LREACAEESH AT FRAYEZ ACE AR > alit &g
REGIHEAROEOV.0)GH£R AL HERRAMHKGEK+T—) - HFE
EHRAFHEATR Apo AIBSRBEFAREYAMA KT £R
BEP=007 MRMRATR G FEE DI RA L £ R FE B P=0.06 -
f4ctt 8 ¥ # 4K Lipoprotein (a)& 4 R] P=0.08 &3 i &3t £ %) - i —
PBREDIHEAREELF M Apo A £ ¥4(8F Apo A &48)Z D
HABARRFRER @GR +=) 7 BrZ Lallel 7 Apo A, f&éa 9 4 &,
BEE > xR Z LP@QE¥Q(P@)&a)z D Hg A REEKE
Taafh o Bp lallel £ LP@)FH@as 5% 2(Rk+=2)- &—FHA
spearman correlation 2-#7 & 48] ACE £ B fu s 4 M 1% FA215 3] 4
By Apo A, 2 ACE £ B 48 M(r=-0.06 > P=0.02) » - 44 LP(a)#v
ACE A B8 (=005 > P=0.02) - # ¥ X § % $ 9 #7 (Univariate
Analysis) R R3¢ 42 5 P4 F 2 Apo Ay 48 B B 2 % $0 R 4ot 48 #1Lp(a)
M ¥R > B E R REE - B R E - 4k multiple logistic
regression # X, 3+ H ACE A B & 4 & fs & % 2 ] 69 8% E Lt (odds
ratio) » 4wk +wWAT TR B Apo A 1&g IT £ B & kb % F(odds ratio =
0.496 for DD vs II, P=0.03) » f£4# Lp(a)& & I & B & b £ 5 (odds
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ratio=0.505 DD vs II, P = 0.03) -

HEREBETRIIKER AR ATH LACEL H 5 # &
s H M % > kA~ FAAT 0 B HDDADATAE & 544 D/
HEBEARBEENEFRETOMESBEEERE ALMRAREEY
T ERGTETA) HBEEAR AL R %(HCHOL - LDL ~ Apo
B B & Apo A 4)&RRBERIER A% > F A Spearmania B 247 (%
=+ =+—-)F 2 £ L HACEA B fCHOL * LDL * ApoB ~ APO A,
E¥B&TELAH -

WALE P 6 £ B B LM EEEHF 3t #I(NCEP-ATP 1)k A6 #
FIHNFAEERBELKRRLRR(RA L EW)EHZE AL S
BElEf i A - A2OSME RAEXEAELGFH B LERRE
BHUF - EINZMBALE T CHIHL  BREAZRESKRNAS
o RERHAKRTEASRIL  E0W QIS BATAG Ll R TR
B o BB BEFERS% A L& B A b A £ AF 13740 0 4269158
BRI ST A R EHREILRNEBHACELAR R itk =+ =7 FACE
ARG MRk ERNERBRERBELIT ERAMER AR ENE
HOABFPTEIOMBEXEREEDAO=BALHEL TR0 REHRT
& o A P LAKE B BEFEARS% A L B sr AR R > HE RO A &l
BMETABEREEEEGELA  RARAN BB A EEE 14
WwRkot=Zm7 RAMARYNSARREAHEREN > HBAR
AR A E TS AR R 6998 % 5 (P<0.02) -

— XA LMERBA DI LB B A EICADEK L E N

BaHBSARERERS AR SO ARSZADHEA
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HHRAEEHRECADRABRER - MBAEApo A BME 1L
DD/IDN =@kt At &R L5 > ARADDAEY B AEF KRS
#Apo A WEERRBATCHRLEAAR  ERATAFR]
HBEARERBAES H B ECADH DS - EBATEAI
Z ACEX B R A BRI ApoA Bl » bR K TUAFE > TR
AIEHEER L ZHBECAD  BAANSHE Y CETRY
ApoA 5% % H# &CAD -

= HARAMEFRAREIERSHET  £hflp)eERSY
AZEF > RIHBEAR X HRIEE S > £ # A spearman correlation
Rtz RIACE 2 B #o S0 Bk 'H B #4445 2]P=0.02 & 4531 & £ ¢4 48 Bf
.}i °

= ~ & Hmultiple logistic regression#t X, R 3+ HACEL FH % ¢ fn fs £
¥R E > L RRE B HApoA KRS IIA AL % 5
F 5 3 b % § DD IS 248 %0.496 » P=0.03 » £&# B ALp(a)
FHUARRLE S » EDDHIEF A H 1k 50.505 » P=0.03 > £
KT HERGBTHRERFAHEACEAR RN B B4
ApoA & % & HLpQ@)S e BMHARE—B  + o LEs
E-FPREFEBRBERERMBH

W fRARRBREZ KRG RA R MERECEEREGA > ¥
HACERAR S h o 5 H B ¥ e g2 2 & R A B %
FATHOERAR £ FHA AD/HE 8% B35 £ 547 s
BEAFREYEMEERBELE AR MAAREYIH L
£ [H5 A B £ 5 CHOL ° LDL > ApoA, S BAKApoA, 42 2 &k %,
PEBREYEE > MspearmamiB M 24t b2 R B 4t T 4 e948
B -

’
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A B HBERBATARARERBAARRGARERER -
THRERBNABERFBAUVHERBATFIHAEEES A MEKR
RAZEEBRETRE ATHARLS ABTF0%E Ry
HAEAGRABIE  UBRN_ERRAYSEENEReF £
g\_o

A RRREAT KR EI A0 AREFLAT - LHAA AR

ACEARA R HEAR HRAR LM SR EEAEEH A

MBERLEsSRR A BSARERBERBLLG4ITERY S -

ES X )

B AW ETHFAE ACE AR Wi E ¥l iEtagy
REAABE TR —FFEREBL  BRALE - BRARABATRE
Rettlem ApiBaT~ ACE B AR RBF Rl EFHExmE T
Y REH AR ESRIHBIREREESR =TT - R FHHBA
ACEXBRo# GBI BNBRARAELER R EZBATCH M ACE
ABASHAARRL  BARAZBANBARAHESALEET —FARE
B EHEZFHEACERAR O I/ EEAMAH ACE AR fEL R
FrME > RUERA -

ML FRBELIE EDDA R R ER EFRBEB AR R E
ZZERE  HIRNBEE - SILRRE LA 4R B PR
BmAZEENREBRN #RB AL RBEATACEREAR THT
KERBAMS > RO - BER - SIEE - $IkNEEE Y
HmIERARN - RFHBREACES B S5 % A% Mk > 52 Kt E]
TR BAZ -
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B SRR Z SRR TR T E

% % 22
(1703) (1899) (3602)
5K 8 Bk 5 B 3.5% 4.6% 4.1%
B & 8, 2.5% 1.9% 2.2%
% £ & (160/95 mmHg) 14.0% 15.8% 15.0%
¥ Bk A 8.5% 8.6% 8.6%
& A5 S0
fE Bl 8% = 240 mg/dl 13.9% 19.6% 16.9%
1&E B RS & & = 160 mg/dl 23.3% 30.5% 27.1%
= % B e & a < 35 mg/dl 16.3% 11.0% 13.5%
ZEEH B = 150 mg/dl 25.2% 23.2% 24.1%
Ko —FzmgsE#H
A %* 23
(1417) (1664) (3081)
58K B Bk S B 3.43% 4.01% 3.74%
B & & 1.23% 0.92% 1.03%
& oA B 7.68% 9.52% 8.66%

¥ Pk A 3.99% 3.26% 3.60%
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(= ! £ E Rz LP(a)if & (mg/dl)

=3 % %

35-44 11.9 + 129 14.5 + 15.4
45-54 132 + 159 14.6 + 155
55-64 143 + 16.4 14.0 + 149
65/74 16.0 = 15.0 15.6 + 16.4
> 75 172 + 16.8 173 +16.7
Total 13.9 + 154 14.9 + 154

m BARRMREBAREIRAE

Genotypes Alleles Frequencies
DD ID II D I
No. (%) (%)
Total 388 1202 1410 32.96 67.03
3000 (12.93) (40.06)  (47.00)
Male 184 584 649 33.59 66.40
1417 (12.98) (41.21) (45.80)
Female 201 618 764 32.21 67.78
1583 (12.69) (39.04) (4826)
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(28 A LWHEXRBHZEFT AL 8E%Z ACE AR A 54

DD ID I1

Group (%) P
Normal 134 410 458

(13.37) (40.92) (45.71)
CAD 4 21 35

(6.67) (35.00) (58.33) 0.114
CVA 7 22 34

a1.11) (34.92) (53.97) 0.447
HTN 57 167 196

(13.57) (39.76) (46.67) 0.919
DM 38 121 149

(12.34) (39.29) (48.38) 0.714
LVH 13 47 57

(1.11) (40.17) (48.71) 0.764
IMT 27 80 105

(12.73) (37.73) (49.95) 0.698

P: kA wfibf@amZ siti$

32



AN A LBENHZIEFARSBERZ ACE 18X H LR
E:

D I

Group (%) P
Normal 33.78 66.22

CAD 2417 75.83 0.030*
CVA 28.57 71.43 0.230
HTN 33.45 66.55 0.868
DM 31.98 68.02 0410
LVH 31.30 68.80 0.517
IMT 31.6 68.4 0.396

P: kiY@ BZhitRE
* ATRGHERET
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2L - ZHACEARAR A R4 L5 $ 4

DD ID Il P
Age 5574133  540+136  545+132  0.10
BH 158.0+84  1587+86  157.6+83 0.0
BMI 24.1+32 24.0+3.5 242+35 066
BW 60.6+106  604+104  602+102  0.82
SBP 116.7+342  116.5+344  116.0%357  0.90
DBP 7194209  71.9+214  714%+220 068
IMT  0.077%0.053 0.071+0.043  0.072+0.046  0.13
GLU  1135%33.8  1151%354  113.6+296  0.50
TG 123.7+130.6 1159+99.7  1173%+111.3  0.51
CHOL  206%43 201443 201+44 0.19
HDL-C 407%120  403+11.0  40.0*112  0.50
LDL-C  127%37 125+39 126 +40 0.66
ApoA, 147%41 142438 14140 0.04*
ApoB 60+18 59+17 59+18 0.73
LP(a) 13.1£149 13.5+16.5 13.1+154 092
INSU  6.97%6.41 6.8+6.25 7.13+109  0.67

PPACEARN @M 2 Rtk %
*RTAKHEREN
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FZA D BMACE £ H 84 52 4 /b % 3 Z pearson 18 §i 54

Parameter T P

Age 0.009 0.75
BH -0.006 0.83
BW 0.04 | 0.18
BMI 0.04 0.13
SBP -0.007 0.79
DBP -0.02 0.47
IMT 0.002 0.93
GLU 0.02 0.46
TG 0.02 0.36
CHOL 0.05 0.056
HDL-C 0.01 0.71
LDL-C 0.03 0.21
Apo Al 0.06 0.04*
ApoB 0.02 0.34
LP(a) 0.02 0.39
INSU 0.03 0.25

r Bl P fitkE A4 RMEA
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KAt ACE BB @4 32 4 {65 $ 2 pearson 43 M 447

Parameter r P

Age 0.019 0.45
BH | 0.017 0.51
BW -0.031 0.23
BMI -0.04 0.1

SBP t -0.018 0.49
DBP -0.043 0.10
IMT -0.042 0.10
GLU -0.004 0.85
TG -0.005 0.83
CHOL 0.013 0.59
HDL-C 0.04 0.11
LDL-C -0.014 0.57
Apo Al 0.03 0.21
Apo B -0.008 0.74
LP(a) -0.020 0.43
INSU -0.028 0.27

. ARG P SR E CAKIEMEA
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2+ BAFHZARA LS HBERAZ L HAY¥@a2 ACE &

B 4

Parameter Normal Abnormal
(cut point) DD ID II DD ID II P
SBP 13.42 4251 44.07 18.87 37.74 43.40 0.50
(160 mmHg)
DBP
(95 mmHg) 12.30 4242 4431 18.99 40.51 40.51 0.35
Glu
(140 mg/dl) 13.94 41.52 44.54 13.24 4191 44385 0.97
CHOL
(240 mg/D) 13.81 40.94 4525 14.11 4540 40.49 0.49
TG
(200 mg/dI) 13.96 41.39 44.65 12.75 4295 4430 0.89
HDL
(35 mg/dl) 13.74 4240 43.86 14.13 39.74 46.14 0.66
LDL
(160 mg/dI) 14.06 40.82 45.12 13.30 44.68 42.02 0.61
Apo Al
(99 mg/dl) 1449 4186 43.66 872 3960 51.68 0.07
Apo B
(81 mg/dI) 13.65 41.74 44.61 1439 40.29 4532 0.94
LP(a)
(13.23 mg/dI) 13.43 41.92 44.65 14.06 44.53 41.41 0.78
INSU
(13.23 me/dl) 13.30 4195 44.76 2235 3529 4235 0.06
IMT

13.94 4152 4453 13.46 41.67 44.87 0.98

(0.1 mm)
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2t " BAALXMZARALSLBEREAZEFREL a2 ACE

A B 54k

Parameter Normal Abnormal
(cut point) DD ID II DD ID 11 P
SBP 12.59 38.91 48.50 1461 43.82 41.57 0.44
(160 mmHg) ‘
DBP

13.10 38.70 48.20 690 47.13 4598 0.13
(95 mmHg)
Glu

12.49 3935 48.16 12.68 38.73 48.59 0.98
(140 mg/dI)
CHOL

12.17 39.73 48.10 13.89 37.50 48.61 0.65
(240 mg/DI)
TG

12.58 3947 4795 11.84 38.16 50.0 0.88
(200 mg/dI)
HDL

12.60 40.48 46.92 12.10 37.04 50.86 0.39
(35 mg/dl)
LDL

12.58 39.74 47.69 11.67 38.67 49.67 0.81
(160 mg/dl)
Apo Al

12.46 38.99 41.54 12.09 4725 40.66 0.27
(99 mg/dl)
Apo B

12.41 39.11 48.49 12.77 43.26 43.97 0.57
(81 mg/dl)
LP(a)

12.96 39.77 47.27 8.63 36.55 57.82 0.08
(13.23 mg/dl)
INSU

12.79 38.91 48.29 10.67 42.70 46.63 0.54
(13.23 mg/dl)
MT

12.15 3993 4793 14.81 3241 52.78 0.28

(0.1 mm)
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At BABMHZARA LS HEREZEFRAELFTa2 ACE

HEEAREE

Parameter Normal Abnormal
(cut point) D I D I P
SBP 3468 6532 3774 6226 0.52
(160 mmHg)
DBP

3448 65.52 3824 60.76 0.22
(95 mmHg)
Glu

3470 65.30 3419 65.81 0.86
(140 mg/dl)
CHOL

34.28 65.72 36.81 63.19 037
(240 mg/D1)
TG

34.65 65.35 34.23 65.77 0.88
(200 mg/dl)
HDL

3494 65.06 3400 66.00 0.64
(35 mg/dl)
LDL

3447 65.53 3564 6436 0.66
(160 mg/dl)
Apo Al

3541 64.59 2852 71.48 0.02*
(99 mg/dl)
Apo B

3452 6548 34.53 65.47 0.99
(81 mg/dl)
LP(a)

3439 65.61 36.33 63.67 0.54
(13.23 mg/dl)
INSU

3427 65.73 40.00 60.00 0.13
(13.23 mg/dl)
IMT

34.70 65.30 34.29 65.71 0.88
(0.1 mm)

P: &3tk RaitaMER
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Z2+=Z BAxHZATALCSBEREZEFRATaZ ACE

HEBAREF

Parameter Normal Abnormal
(cut point) D I D I P
SBP 3204 67.96 36.52 63.48 0.21
(160 mmHg)
DBP

3245 67.55 3046 69.54 0.58
(95 mmHg)
Glu

3217 6783 3204 67.96 0.96
(140 mg/dl)
CHOL

3204 6796 3264 6736 0.78
(240 mg/DI)
TG

3231 67.69 3092  69.08 0.62
(200 mg/dl)
HDL

3284 67.16 30.62 69.38 0.25
(35 mg/dl)
LDL

3245 67.55 31.00 69.00 0.50
(160 mg/d])
Apo Al

3196 68.04 3571 64.29 0.29
(99 mg/dl)
Apo B

3196 68.04 3440 65.60 0.40
(81 mg/dl)
LP(a)

3284 67.16 2690 73.10 0.01*
(13.23 mg/dl)
INSU

3225 67.75 3202 6798 0.93
(13.23 mg/dl)
IMT

32.11 67.89 31.02 68.96 0.74
(0.1 mm)

P: it E  *RgitaMER
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%+vw: BABMHZ Apo A; 48 il % # 4 Logistic Regression 74~ #7

Parameta Odds Confidence

Variable Estimate Ratio P Range
ACE (DD/ID) -0.12 0.87 0.561 -

ACE (DD/II) -0.70 0.49 0.03* 0.26 ~ 0.94
GLU 0.38 1.46 0.13 -
CHOL -0.39 0.67 0.34 -

HDL 1.89 6.67 0.0001* 4.42 ~ 10.07
LDL -0.81 0.44 0.02* 0.21 ~0.90

*Rgit 8 A £

%+ % : B Atz LP(a)48 B 5 #49 Logistic Regression 4~ #7

Parameta Odds Confidence
Variable Estimate Ratio P Range
ACE (DD/ID) -0.22 0.79 0.17 -
ACE (DD/1I) -0.55 0.57 0.04* 0.33 ~0.99
CHOL 0.48 1.62 0.04* 1.02 ~2.59
LDL 0.13 0.56 0.56 -

*Rgit E R £
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EF+AN BURAKEIHZAEEERAYN2 ACE LB 54

Normal Abnormal

Lipid DD ID IT DD ID II P
n=200 n=46

TG 11.0 38.0 51.0 0.3 47.8 47.8 0.26
n=215 n=31

CHOL 10.7 38.6 50.7 323 4839 48.39 0.32
n=100 n=146

HDL 6.0 37.0 57.0 12.3 41.7 45.8 0.12
n=209 =37

LDL 10.0 38.2 51.6 8.1 48.6 43.2 0.49
n=173 n=73

Apo A, 10.9 38.7 50.2 6.8 42.4 50.6 0.58
n=196 n=48

Apo B 10.7 35.7 53.5 6.2 54.1 39.5 0.06
n=113 n=50

LP(a) 9.7 38.0 522 12.0 420 46.0 0.75
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2Ft:gdonEhidtzhlE¥Ri¥z ACE LB 4%

Normal Abnormal

Lipid DD ID 1T DD ID 1 P
n=73 n=25

TG 16.4 34.2 49.3 20.0 32.0 48.0 0.91
n=80 n=18

CHOL 20.0 37.5 42.5 5.5 16.6 77.8 0.02*
n=66 n=32

HDL 15.1 34.8 50.0 21.8 31.2 46.8 0.70
n=83 n=15

LDL 19.2 37.3 43.3 6.61 13.3 80.0 0.03*
n=89 n=9

Apo A 16.8 30.3 52.8 22.2 66.6 11.1 0.04*
n=81 n=17

Apo B 18.5 38.2 43.2 11.7 11.7 76.4 0.03*
n=49 n=16

LP(a) 14.2 30.6 55.1 18.7 25.0 56.2 0.86

P: 3t F A&t ER
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2N BOUBAKRERZ Al EF AR 2 ACE 4184 HE R

Normal Abpormal

Lipid D I D I P

TG 30.0 70.0 28.2 71.7 0.74
CHOL 30.00 70.00 27.42 72.58 0.67
HDL 33.22 66.78 24.50 75.50 0.03*
LDL 29.19 70.81 32.43 67.57 0.57
Apo A, 28.08 71.92 30.35 69.65 0.61
ApoB 28.57 71.43 33.33 66.67 0.35
LP(a) 28.76 71.24 33.00 67.00 0.44

P: gestiE v A%ktRMER

2tA BBz hl iRl 2 ACEHEAiREE

Normal Abpormal

Lipid D I D | P
TG 33.56 66.44 36.00 64.00 0.75
CHOL 38.75 61.25 13.89 86.11 0.004*
HDL 32.58 67.42 37.50 62.50 0.49
LDL 37.95 62.05 13.33 86.67 0.009*
Apo A, 55.56 44 .44 32.02 67.98 0.04*
ApoB 37.65 62.35 17.65 8235 0.02*
LP(a) 29.59 70.41 31.25 68.75 0.85

P: a3t E At ER
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k=t BOomAR B ACE ARDODIDIN)SE K £ # 2

spearman #8 i 4~ #7

Parameter r P

CAD 0.01 0.87
Vessel Occlusion 0.01 0.85
Gensini Score 0.12 0.04*
TG -0.003 0.95
CHOL -0.01 0.87
HDL 0.12 0.05
LDL 0.04 0.47
Apo A4 -0.02 0.74
Apo B 0.07 0.21
LP(a) 0.05 0.45

P it RE, *AgitBHER

2o+ — ' BomsERMey ACE A BODIDNDS B $# 2

spearman 8 R 4-#7

Parameter r P
CAD 0.08 0.42
Vessel Occlusion 0.01 0.25
Gensini Score 0.01 0.85
TG 0.02 0.81
CHOL -0.26 0.007*
HDL 0.05 0.60
LDL -0.24 0.01*
Apo A, 0.20 0.04*
Apo B -0.22 0.02*
LP(a) 0.008 0.94

P: 3t E At &R
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Rt REANTLRBEEHETHEABR &K EH ACE AHH
ot

Genotype
R AR PR DD ID I
S &
n=137 20 60 78
(%) (48.7) (37.9) (49.37)
n=158 21 50 57
(%) (51.2) (43.0) (41.6)
P=0.404

o= BhEBHWABREERESETRSE 858 % 2 ACE
ERASHAHBARES

Genotype Allel Frequency
2 DD ID II D I
B 8 13 12
33 242)  (394)  (363) 4394 55.006
@2 0 1 5
=6 © @67 (838 833 9LE7

P 0.093 0.02
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