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[(HZE] BM ST —A A A BT (eNOS) FEH G89AT 1 5 2745 5 T iR #H =) i FE%<9% ( HDCP) i
HNRICHAHDCHE, Ak BEEIBG TS = ERE 2016 4F 1 A ~2020 45 1 A WAy 528 4] HDCP B M54,
FELAFIIA 128 Bi1E & 40 PR & V8 A X R A, SR 58 FTE AIF 9% X 42 3 J= 25 I 4 J) e ok I, 5 A6 Y0 ot G 8 s e 410 3
(CysC) MIRPRAFHEACFRFRACE o ARIEMAGACT 23 2 A 1F 5 20 A0 S8 20, 008 5 245 4 A2 [ s =16 H- il
(TG) MAEL (TG=1. 70 mmol/L) AR & % B i £ 1 AL [ B5 ( HDL-C) Ifil % 20 ( HDL-C< 1. 04 mmol/L) | iy i IHL i /st
(TC) MIFEL (TC=5. 18 mmol/L) JRAFEASIIAELL (TG =1. 70 mmol/L TC=5. 18 mmol/L) ], 7 FHE & 4% L
7 - BRI AT B B - Bt &2 854 (PCR-RFLP) J7 ¥E X eNOS K G894AT fif i #E47 JL K 43 B 43 #7430 TT.GT.GG
FERIAY LEBOAN ] AR K 0 B K 2 28 o A A D0, IR Logistic [01VA 23477 5 B4R 1 Bl 3 52 M X1 3% LA &
eNOS ZE K G8YAT Fi i Z B H MR RF ZIAIMER, R WA A GG GT . TT eNOS £ G894T fi
FEELDR R Y D] SR AL (B 15454 Hardy-Weinberg SEA7 2 H#E (X> = 0. 651,P=0.722; X*=1. 845, P=0.398) , HL.IF5%
4 GG RIS RATAAN G S50 5L PR 2 T AL, TT RIS DRI A T 4857 6 DR A% T4 BB A1 (P<0. 05) 5 LI 5+
W BH SR BRAEE(BML) | PRI 8 A5 LB LG (UACR) | RSP e 2088 (Hey ) FRIR DA B C-J i 28
(CRP) KT MAG IE 5 4 5.8 T (L R 25 IR FH R AR (P<0. 05) . MLARSH 41 eNOS F[F (G894T) #: [
1) GG FERMRA G AL & T M 5 20, TT B RS A T 4 (L5 RIS T 1M B 1F % 2 ( P<0. 001) , {ik HDL-C
MLAEZH 7 TG ILAEZH LA K IR A 28 w80 N ILAE 20 58 35 A BMIT 2978 T 1 IE % 46 ( P<0. 05 ) 5 I8 & B0 A8 I AE 26 H
Hey /K& F IR IE % 41 (P<0. 05) , ik HDL-C IfiLJE 2H AR & 750 v Mg M0 4 A% TT 56 DRUA R AN T 45 o7 26 (K At AKG
FILRIE R 41, GG IR G SENLFEF SR & T MR 1IE# 41 (P<0.05) . Logistic FMIVAS3HT2REH , SEH KL TT JF
F HDCP Ifi g K58 i —Fp AR 4P R 2, JE R B GG &5 BMI, & Hey ZKFJ&E F LG 58 S fE R R 3%, 4518
T WA w0 IR 505 ERE 1 eNOS LR G89AT v pi 2 A 5 Mg 5 5% 2 (R AH S 1t o 38, Hoh JE R 1T J& F -4 (A
£ EFE GG/CT J{ TSGR FE ; [T BMI, Hey tL2 %) g 5% 7= AE 52,
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Relationship between the G894T polymorphism of endothelial
nitric oxide synthase gene and lipid metabolism among
hypertensive disorder complicating pregnancy patients

LI Jing-yun, LU Yun-hua, ZHENG Li-xia, ZHAO Gang, LIU Hui-li *
( Department of Obstetrics, Xingtai Third Hospital, Hebei Xingtai 054000, China)

[ Abstract] Objective To investigate the relationship between the G894T polymorphism of the endothelial nitric
oxide synthase ( eNOS) gene and the lipid metabolism in patients with hypertensive disorder complicating pregnancy
(HDCP). Methods The 528 cases of HDCP patients admitted to the Xingtai Third Hospital from January 2016 to January
2020 were selected as the research objects, and 128 normal pregnant women during the same period were selected as the

control group. The fasting peripheral venous blood of all study subjects in the early morning was collected, and blood lipid
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indexes, cystatin C (CysC) and uric acid levels and other biochemical index levels were measured. According to the blood
lipid level, it was divided into normal blood lipid group and dyslipidemia group. The dyslipidemia group included 4
subgroups [ hyper triglyceride (TG) blood group (TG =1.70 mmol/L) ,
C) ] hyper lipidemia group ( HDL-C<1.04 mmol/L), high total cholesterol ( TC)

hyperlipidemia group (TG = 1. 70 mmol/L, TC = 5.18 mmol/L) ].

low high-density lipoprotein cholesterol ( HDL-
group (TC=5.18 mmol/L), mixed
In addition, polymerase chain reaction-restriction
endonuclease length fragment polymorphism (PCR-RFLP) was used to perform genotyping analysis on the G894T locus of
the eNOS gene, which was divided into TT, GT and GG genotypes. The distribution of gene polymorphisms in people with
different blood lipid levels was compared, and Logistic regression was used to analyze the influencing factors of dyslipidemia
and the relationship between NOS gene G894T polymorphism and dyslipidemia. Results The expected and observed
genotypes of GG, GT, TT,
Weinberg equilibrium law (X*=0.651, P=0.722; X*=1.845, P=0.398),

frequency of the study group were higher than those of the control group, and the TT type gene frequency and T allele

eNOS gene G894T locus in the study group and the control group conformed to the Hardy-
and the GG type gene frequency and G allele
frequency of the study group were lower than those of the control group (P<0.05); homocysteine (Hcy), uric acid,
C-reactive protein (CRP).The urine microalbumin to creatinine ratio (UACR) level and body mass index ( BMI) were
higher than those in the normal blood lipid group, and the rate of taking antihypertensive drugs was lower (P<0.05).
Dyslipidemia group eNOS gene (G894T) gene GG gene frequency and G allele were higher than normal blood lipid group,
TT gene frequency and T allele were lower than normal blood lipid group ( P<0.001). The BMI of patients in the low
HDL-C group, hyper TG group and mixed hyperlipidemia group was higher than that of the normal blood lipid group (P<
0.05) ; The Hey level of the mixed hyperlipidemia group was higher than that of the normal blood lipid group (P<0.05).
The TT gene frequency and T allele frequency of the low HDL-C group and the mixed hyperlipidemia group were
significantly lower than those of the normal blood lipid group, and the GG gene frequency and G allele frequency were
higher than the normal blood lipid group (P<0.05). Logistic regression analysis showed that genotype TT was a protective
factor for dyslipidemia in patients with HDCP, and genotype GG, high BMI and high Hey levels were independent risk
factors for dyslipidemia. Conclusion There is a significant correlation between the G894 T polymorphism of the eNOS gene
and dyslipidemia among patients with hypertension in pregnancy. The genotype TT is a protective factor, and the genotype
GG/GT is an independent risk factor; at the same time, BMI and Hey will also affect dyslipidemia.
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U O 1 & I H 8B ( hypertensive  disorder
complicating pregnancy , HDCP ) f& {2 4T i it HH 5 Ui,
A — AR OR I KAE , 3 B3 R SR R0 5 I 1
WL R T, HDCP 89 K R AE QLR W I A E v o
2% ~ 8% , J& = BU™ IO F ™= WA K s Y 2 A
E SN R AR O IR TR IR D& RIS Y
FHHHR¥IAES 5 HDCP 1 & fl ke (K
e — LAk & BLHDCP A Kk £ Kk
PE PR 18 R DL SR i 2 SR T RE S
HDCP Zy Bk Z MIAF A DR AR . RN 22 A8 MR 46
DNA EEJ?@J PR LA S DNA B £
SR BB — 2 5 3L [F 2 5 A e
FFJB@E%M”J% ANTRNHE B 1818 5 Ak 2 ()77 18 22
LR H‘Eﬁig,u P4: (single nueleotide polymorphism,
SNPs) J2 TRME R HWRR R, A A
—:ﬁﬂﬁ & @ﬁ ( endothelial nitric oxide synthase,
eNOS) 3 [N 5 2 FACHHE bR Z B K77 AR 2R
FLAEAS [ B AE RE v DG B Pk A7 A — 2 25 1Y,
eNOS JE[N G894T i i B Z A5V T4 7 S it 7,
FERINFOR YA IR R 1] 2 IR A i

p= U

HEHNZ AWK GG GT Ml TT M, g T

HDCP )5 BIE R EAFRHESLY HHETXET eNOS

LR G8OAT i i 1) Z A5 HDCP g i = | 1

KA WL E il IR AT HDCP B35 1Y

eNOS LK G89AT 1 fi Z A M HEAT 43 ¥R eNOS

FER G8OAT i i Z2 251 5 il g 5 % Z [a] i ¢ & LA
Kz HDCP S5 IR S8 A R 2R

XFR A5k

1. HRITHR

ERIR G 3 = BB 2016 4F 1 H ~2020 4 1
HWiA 1) 528 il HDCP &% R A g%t 4, 31 LA A 38
128 Bl IEH R gRFE VR X A, Py R Y288
15 [F R AR AR 5T 7 ARG R BRI 2 D1 23
VPRI,

AR (1) T A B E 52 h HDCPH
<mﬁ%éﬁﬁmﬁ%ﬁﬁmE$ﬁﬁﬁmPE%
PREIFAE ; (3) BT A R A IF HoAh )™ FE 4 R IT
RAE; (4) R =18 Ji 2 5 (5) M R4,

HEBRARUE : (1) A I 31k g e HE At ™ 50



Vol.53,No.6 R %%, NI B — AL A A BERE R G8IAT (i i 2275k 5 S Y 0 o il e s 28 3 MR AR A G - 739 -
JiF il BRI RE AN 2 (2) H iR WA ( high density lipoprotein cholesterol, HDL-C; low

FEBIEYRZ 135 (3) A I B M D BE 5 #5 B 7
™ FAEYRIF AAES ; (4)3 A H AT ML AH O
k7 s
2. ARTTIE
2.1 DNA 2 eNOS FEP G8OAT fif pf ik [K] /3 7
RGN« 73591 T S5 4 52 IR T A Al MROOD A K i 3 ml
JFET EDTA HUlst & hOrA7 , R DNA 426 &
(%15 . QTAGEN DNeasy Blood &Tissue ) X} 3 K 20
DNA FEAT 4 B, SR 551730606 BE i (8445 Nano
Drop 2000) %} DNA ¥ J& Fl4li & yEA746 0, f£3E DNA
B e B Ol 30 pe/L DAL, 4l B RGO B
(absorbance, A) /A AT 1.8 ~2.0 JLHIN, K
FH B & il BE S =B 1 9 DD i R R B 2 A
( polymerase chain reaction-restriction endonuclease
length fragment polymorphism, PCR-RFLP ) £ AR X} 3
PR AT 73 A

eNOS HE[H f) G894T iz 5. 51 Wy 51 2y L i 5
#):CCCGATCTCGCCTCTTTCAC, Fii#s1#:GGC
TGCTTGACAGGCACCTAAAT, f#iff] PCR iXH &
Xf ¢cDNA #47 PCR, PCR JX B fAZ M :1.0 ul DNA
FEAS, 1.5 pl GC-1 ZZ P, 1.5 pl MgCly; 1.0 pl
dNTP,1. 0 pl/ 555190, B 467K %M 28 10 ul, PCR J2
Ji 414 95 °C 1 min, 94 °C 20 5,63 C 455,72 C
1.5 min; BEEARER 32 UK, I IEMEBERE DNA (1]
Wi & ( B E R AR R IR 7)) X PCR 7~
W T VI aiA . B fL UK L TR 80V, HL Uk I [i]
50 min, %5 R A F AL (B4 GeneMapper
4. 1) WS P BEAT Iy 40 AL, 73 B0 GG L GT B TT
i,
2.2 AEARIRARAIN R A R E TR
AT 1 d 2 sE R USRI Y, R EA
HATRIZIE 8, FEES 8 h DL LA T4 2 RiG /R
SZAMATIK MARA R A, HF AL (FEBR K
TR B A W 85 OP161) 1 5 1L 2% [F) 8 2 Jie 4
fi% (homocysteine , Hey ) 7K~F-, R 4 H 8 A= AL 341X
(1% 7 BBy A5 BR 2N W] 5 745 BS-330E ) &
JRIR (uric acid) I ZE C(cystatin C, CysC) LA ML
Ae46 45 [ =15k H i ( triacylglycerol, TG) | & AH [ fis
(total cholesterol, TC) . & K% & 5 &5 H AH [ B

density lipoprotein cholesterol, LDL-C) | .C 5 & I
( C-reactive protein, CRP) | JR i & H & 1 5 WLEF kb
{H (urine microalbumin to creatinine ratio, UACR) 7K
- MR R I AR S 2 W AR E 43 Sk Il R IE H
S, JEHE— D0 G 5 2050 4 D 2H
[ TG MFEA (TG=1. 70 mmol/L) % HDL-C Ifil4F
44 (HDL-C<1. 04 mmol/L) & TC IilfEZ (TC=5. 18
mmol/L) IR B & I il 4 2H ( TG = 1. 70 mmol/LL |
TC=5. 18 mmol/L) ],
3. It ESN

K HI SPSS 19. 0 Geit 2 B X B 2t 47 0 #r
THREPORH ML EZE (2 25 ) o AR HEBCR
FHASTAEA ¢ K50, T HECRORER A 43 R | 21 1]
FECR X K50 53 AU BRI R 5 2291
Mr, LSD-t K59 75 36 3 41 22 8] 1 PR P 5 4fs 20 47 Lk
B KM Logistic [M1VA 53 Ak o3 B 3 P 22 254 5 1fi.
BRI 58 Z [ AR G HE  P<0. 05 TR 22 7 HAA 40
1277 L, SR Hardy-Weinberg -6 56 6 3 A3k
PIBSLEDFFE R G P (8 3 AT A TR

5 R

1. MAERESBLER

eNOS JE[H G894T i si A7 £ 3 Fl KL [ AL . F 55
HAXFIRLA T GG GT TT,eNOS HE[H G894T fif pii ik
AU ERAE AW IM{E AT &5 Hardy-Weinberg P &
H(X*=0.651,P=0.722;X*=1.845,P=0.398) , H.
WFIE4 GG RIBE R AN G 2507 ke PUATR 78 TF HA
1, TT RYFE RS F T S5 457 ik R AR T 0 BE 2
(P<0.05), W2 1, 7K NOS 5K H 0 7 B
h 207 bp, WK 1,

bp M 1

2 3 4 5 6 7 8 9 10 1 12 13 14 bp

600
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El1 eNOS %A PCR F=#HikE M. 4 FEARifE

Fig.1 Electrophoresis of PCR products of eNOS gene M, Marker

F 1 eNOS FEH G8AT i i FEH AL /A fi5 L (n, % )
Table 1  Genotype distribution of eNOS gene G894T locus (n,%)

2159 ik~ FEL R R R ( genotype frequency ) S FE AR (allele frequency)

groups cases TT GT GG T G
B8 2H (experimental group) 528 200(37.88) 240(45.45) 88(16.67) 640(60.61) 416(39.39)
56t A2 ( control group ) 128 62(48.44) 59(46.09) 7(5.47) 183(71.48) 73(28.52)

X2 - 11. 806 10. 429
P - 0. 003 0. 001
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2. EHE—BEHRAQMIEIRILEL

508 {4l HDCP H 3 b, I S S5 55 L JE 1 7% %
G 336 1192 B, A R AR e AR T
FP5K I CysC KV 2ZRAFAERITE L (P>

0.05) ., IS # 4 # 1 Hey JRER .CRP ,UACR
IKELA B B A 5 1 48 %X ( body mass index, BMI) AH
BT AR TE 4 2 T (H R 24 IR T R AR
(P<0.05), W32 fiZk 3,

#2 KU (x£s)

Table 2 Comparison of general information of each group(x=s)

" 45 1T ( mmH T3k (mmH IR IR (%
a5 B AERCY) BMI WL (mmilg) R (mbl)  RESRAE(%)
] o age (years) ke/m? systolic blood diastolic blood antihypertensive
groups cases age pressure( mmHg) pressure( mmHg) drug use rate( %)
© B Al )
””HEE " (,H 336 28.36+2. 63 26.41+2.52 128.29+15. 30 97.41+12.02 225(66.96)
dyslipidemia group
=1 A4 4|
A I 36 4 .. 192 28.10+2. 48 24.12+2. 18 127.92+13. 69 96.63+11.02 153(79.69)
normal blood lipid group
t - 1. 115 10. 961 0.278 0.739 9.725
P - 0.265 <0. 001 0.781 0. 460 0. 002
3 BUARAE MRS L (x2s)
Table 3 Comparison of related test indicators in each group(x+s)
25 % }’T( M, d CysC CRP UACR Hey
Tic acit
groups cases e A mg/L mg/L mg/g wmol/L
pwmol/L
=S
[ﬂlﬂu# I% (.ﬂ 336 345.58+32. 55 1.17+0. 36 2.61+0. 68 5.64+1.20 13.65+2.42
dyslipidemia group
BIEH 4
ML FE IR 7 4 .. 192 312.63+31. 63 1.12+0. 32 2.45+0. 62 4.58+0. 89 13.10+2. 36
normal blood lipid group
13 - 11. 304 1.597 2.684 11.558 2.535
P - <0. 001 0.111 0. 007 <0. 001 0.012
F4 MRS IEF A eNOS FEF (G894T) ZANEILH (n, %)
Table 4 Comparison of dyslipidemia group and normal group eNOS gene ( G894T) polymorphism(n,% )
21 5 %k F R BB 2 ( genotype frequency ) SENFERATR (allele frequency)
groups cases TT GT GG G T
[=Y=s
Jﬂlﬂu#ﬁ%,ﬂ 336 117(34.82) 145(43.15) 74(22.02) 293(43.60) 379(56.40)
dyslipidemia group
Gty
MERIERWE 192 83(43.23) 95(49. 48) 14(7.29) 123(32.03) 261(67.97)
normal blood lipid group
X? - 19. 266 13.701
P - <0.001 <0.001

3. MiEREHESIEFEH eNOS EF (G894T) &35
M Eb B

MLAG 575 4l eNOS FEH (G894T) FEH 1 GG F
RIS FN G A6 R DR g 1 IR I 4, T 35k PRI A
AT 7 FE PR T MG 1E # 41 (P<0. 001, % 4),
4. MIERERTASMEEES SR IGKER
7437

i HDL-C IfiAEZH 555 TG ILAE 28 LA B IR A5 10 s
B IAE 2 5 5 A BMI 24 55 T I g IE % 4 (P <
0.05) ;1RA 71 i B MLAE 4 58 3 Hey /KSF- & F I Ag
IEH A (P<0.05), i HDL-C IfILAE 20 FiR & 0 i s
MLAELE A TT PRI AN T 457 3 X B A T it fig
IEH UL, GG JEUR MU G 45 v 3 PR & T 1
BEIEH 4 (P<0.05), W5,
5.eNOS HEE (G8MT) B  EMESEXEH
Logistic [BV35> 17

PIIMAG K (WAE . S8 =1, IE% =0) N H A
1w, LA eNOS FEH (G894T) F& (K %I BMI Hey A H ZE
wt T Z R Logistic [FIH3HT, 455 Ho~ , FEH AY
TT J& HDCP /& & B Mg 7 i R4 A R LI GG
DL R AR 5 Hey 7K 8 T 1G5 % A9 b S7
R E R, Wk 6,

o

HDCP 1E R U Uk B4R 1 — e s, 2 2 80™
= SET- 0 2 A E, H AR WoR H i ik 5
HJ4c kA HDCP 1Y LUl EL ik 10% 2247, B, IR
AT KA I e AT WAy BA
HEIERE L,

—F A AT (NOS) —H S5 —E A
(nitric oxide, NO) & BCHIE, 508 3 A~ AY ., B A
Pz Bl — S AL A A (eNOS) (i 3B — AL A A B
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Table 5 Comparison of dyslipidemia subgroups and blood lipid gene polymorphisms and clinical data(n, %)

R R R s R
éﬂElJ WJ’;‘{& BMI Hcy j;l_lj; JK *—J‘{M%u JK
genotype frequency allele frequency
groups cases kg/m? pmol/L
TT GT GG G T
TG 4 )
) 103 27.20+2.75° 13.15+£2.30  41(39.81) 46(44.66) 16(15.53)  78(37.86) 128(62. 14)
high TG group
5 TC 4
. 105 24.53+2. 14 13.41+£2.68 54(51.43) 40(38.10) 11(10.48)  62(29.52) 148(70.48)
high TC group
Ik HDL-C 21
f 40 26.54+2. 36" 13.35+2.47 8(20.00)* 20(50.00) 12(30.00)* 44(55.00)* 36(45.00)®
low HDL-C group
A 4
e ,_JHHA E . 88 26. 11+2.38* 14.36+2. 74"  14(19.32)" 39(44.32) 35(40.91)* 109(61.93)* 67(38.07)*
mixed hyperlipidemia group
i

ML BE IR 7 21 . 192 24.12+2. 18 13.10+2.36  83(43.23) 95(49.48) 14(7.29) 123(32.03) 261(67.97)
normal blood lipid group
F/X? - 37. 441 4.233 122. 140 63. 095
P - <0.001 0. 002 <0.001 <0. 001

SHUIEIE R 4 L, a P<0. 05
Compared with the normal blood lipid group, a P<0. 05

F 6 eNOS FE[H (G894T) Al 5 il Jif 5% S R I Logistic IF1IH 54T
Table 6 Logistic regression analysis of the relationship between eNOS gene (G894T) type and dyslipidemia

A5
ORI B SE Wald X* P OR 95% c
influencing factors
FE A A
SR GG 0. 896 0.302 8. 802 0. 003 2. 450 1. 355 4.428
genotype GG
K| %) TT
ERE -0. 698 0.210 11. 048 0. 001 0.498 0.330 0.751
genotype TT
=N
E’ﬁifﬁiij’uiﬁl 0. 965 0.298 10. 486 0.001 2.625 1. 464 4.707
body mass index
Hey 0. 647 0. 185 12.231 0. 000 1.910 1.329 2.745

(inducible nitric oxide synthase, iNOS) LA & #1 £ JC
W — S 1k A & B ( neuronal nitric oxide synthase ,
nNOS) . Hr eNOS ity 26 MM 5T 2H i, Hofr T
7q35-36 (Wi E K EL N 21 kb, NOS JEHAFAERS T
ASATLLSE M NO A B 1845 A48 S50 05, 1 NO A i
RN T R PUA K RN B DI REZE L, /& HDCP &
i g Ut S SCsE R R 2 — ) il eNOS /E A I
R 7 NO Az i — R BB il , AF 0 38 R H
B NO 3 FE A EEAE . AFIEUESE, eNOS HA &F
sk /B R ATRET 5K RIS 48 e DA T 338 hin 4 B 1 37
TETE T RE 2 0 UR 300 1) 2 5 2 40 TE R A G A
P, QR eNOS 26 31K 372 31 3 DK 5 BOpL A i & 7+
e A 30 mmHg 247 G894T £ 45 /& eNOS
FEHSE 7 4B T E AR R 28, b i 4 = R 1
KITAARER . UM R L, S s R
S R PR | bk ok R A Ak O ILARE B8 25 958 05 1)
RSB E eNOS K G894T L At A o6, Hikk
R Z2 38R DL SRR R 748 J5 25 3 3 eNOS il I P & 4
M TT GT # eNOS o P 9 76 P 0T i, 24 T 4540
RN RN G ZAL G, eNOS F [R5 1 A%
PR ATE] eNOS JEDH G8OAT Z2 25 M xof Mt 1 1 7 A
HRTS- A R E: ¥ R i PUR (NP T SRR T
eNOS JE[H G894T i i &k Az 58 A8, i 45 )™ ¥ [ AI%

eNOS FaE P, T2 NO A sl 2R T B, AT 5 %
BUAAR I A DA S S DR R L . 9 SMBLAT 2
ST, eNOS FE K G894T {if /i iy 2 &1k 5 HDCP
FEE KBS A7 A S B A DG, e G 450 i IR T i
HDCP 5 &I H | #5747 GG B K 19 42 I # HDCP
(RS 25 T v T AR B AL Meta A3 AT
BN, FIRETIA & 22 5 1) eNOS FEH G894T {7
GG JE R R %6 I 2 5 FIE #2427 10, H eNOS 5E[A
G89AT i s5 2748 23 3 BUR N NO 7K F 2 U A%, 7™
Az it A B IR A AR AR, ET R, TS S
HDCP kA K@i, ARUFFREE R Bw, R4l
XFHRZHH GG GT T, eNOS K G894T fif i KK 1Y
(A 30 B UL (45 & Hardy-Weinberg V- i 12 3,
HAWFFELH GG RIEL PRI G A5 5 PRI 4 18 T %
HEZH | TT 75035 PRI B A T 45 A7 i R R A T %) R
M, SEIAWFFEE AL, EZER Ny, NO e
A T AT M S 17 R FR AL (soluble guanylate
cyclase, sGC) {51l fif LA ZAEHF IE 5 145 5K J1 ,NO &
B PRI 2 BB I R R e . 5 Ak, B iR
TR NO 2 RRARIG 5 1078 % 45 145 PR 7 19 s I
DLV EE AT BT, 24 NO & b = | G i
N 4 I PR SRR 2 B TR, DT 1 G A
MW , 2 5 RE RS AR
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FH TR AR S A G U0 300 v I 5 1 B A
R 2, L, FATTE— 5T eNOS FE[H G894T i
MZAMS HDCP BE R A G, & BE I A
SEHT eNOS KL (G894T) JL K Y GG ik X 451 2= il
G S HE A = T LRSI 41, TT TR AN T 25430
FEPRMIKF 1 B 1E 8 4, #F— 254 1l g 5% HDCP
BEI R AT, Bk HDL-C IMAEA = TG Il
SiEZH DA KTR A 0 i IRE 2H AR 3 A BMIT X Tl
JI T H 4L 5 YR A 780 e B IMRE 4 RS Hey /K v Tl
RE1E% 2, Ik HDL-C IfUAE 20 AR A 78 i A 0 AE 2H
(9 TT BE P4 26 F T 45 A7 56 PR BR 5 A% 7 1 B 1F %
21, GG FEFIA A G 57 5 AR = T 1 Ag 1E
W, PSR TT & HDCP H3 i I s 52 1%
PR E, S A GG 2 i A 535 1 4k ST fE R &R
FEIEH T eNOS KK (G894T) i s, T 45 (v o K] 2
Ry G AN IR G, RITAZ R B g5
fii, FENO AR /b i NO HLAT I 15 i 15 4 i
AL R, FERE D7 R s A b ad B rh R HEG
HEFEFHS ) # eNOS LN G89AT 7 5 £ k&5
e AL B B A QIR 15 B8 70, DT i BB A ok e 5
B A AN I BF 5T 0 B AT R eNOS 3t
(G894T) ZAM LI, #5 G A JE K /B 3 1) S IR
K T T &AL (P<0.05) ,IAH G %4
LR 55 SR [ B K T A A G AT e S Al
G Z5A L K H 3 19 mRNA 557 25 1A X6 72 I [ 2 af
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