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Yk, 7 ik BEPLEEN CHD B 317 B S0, [RHYIRE AL BUE & AR 301 BI1E & % Hdd . $2ISR R H AL R 40 DNA,
I FH B — S50 BE DR R TP S 14 PCR ARSI KL LA 3 4> SNP o7 5 A RE R B0 | A3 B L4 S5 BE R 5 CHD fAH G, 2 % .
CHD 2 KL G-395A SNP AA S5 3 [R50 1E 5 0 IR 3 =7 | 25 593 Ge it 20 3L (P<0.05) ; 351500 4 J2WFFE & B8 CHD 4411
ZH AA S5 B PR 5 1E  %oF BRZH 49 25 (P<0.05) . KL C370S SNP CC 2537 H PRI R 5 0f BEZH 8 85 (P<0.05) |, T HE CS 28437 B
BN BRAAIG (P<0.05 ) 5 Fie k5l 0 2098 & B, CHD BAET2H CC AR A0 B2 M e , 22 5 G243 L (P<0.05) , i H: €S
RIS IR ARG, 22 A B8 1205 L (P<0.05) , AR B CHD 4 F-352V FERI BRI 2540 FE FV H VV SR 5 0 182 L4 s B
it g L(P>0.05)  4HA 0 A iF2E K B : CHD 21 KL G-395A+F352V+C370C KL A-395A+ F352V+C370C 5 KL A-395A+
F352V+C370S 2H-4J R A1 A5 2R A 1F o X6 HE 2 W S 34755 (P<0.05) , 1M H: KL G=395A+F352V+C370S 2H 45 Hk K B3 4§ 2R 4
AEF R BRZIR(P<0.05) o $eMEmI 432 0F 98 K 3AE CHD 215 M3 KL G-395A+F352V+C370C KL A-395A+F352V+C370C 41
B e DR TR S R A T %o B IV 2 W S 4 5 (P<0.05) , T KL G395 A+F352V+C370S £H 45 FE DK 70 43 A 451 5 ) 43¢ 1 5 %) 2 53
PEEZHAR (P<0.05) 5 [F]IHA R BAE CHD 2ot WF 4 B KL A-395A +F352V+C3708 4140 e K TR 43 A 445 1F %o BR A el
S A4 5 (P<0.05) . 2536 FSY & B0 KL SEPH 7 G-395A SNP AA #4445 f CHD, T KL C370S SNP 28745 CS 244 F
PEREHEZ ARG 8 CHD ., 2HG /3 A WFFE 48 & BE KL G-395A+F352V+C370C KL A—-395A+F352V+C370C B ¥E4EH 2 5 KL A-
395A+F352V+C370S Lotk & 5 . CHD, 1Ml KL G-395A+ F352V+C370S BV WAL 8 CHD,
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Correlation between single nucleotide polymorphisms at three sites

of Klotho gene with coronary heart disease
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[ Abstract]Objective . To investigate single nucleotide polymorphisms (SNPS) at three sites of the Klotho (KL) gene and to analyze
their correlation with coronary heart disease (CHD). Methods : Totally 317 patients were randomly selected as CHD group and 301
healthy people as normal controls. Genomic DNA of leukocytes was extracted from venous blood and the single allele specific primer
PCR technique (SASP-PCR) was used to detect allelic genotypes at three SNPS sites of KL gene in order to analyze their relationship
with CHD. Results:The frequency of allele AA genotype of KL G=395A in CHD group was obviously higher than that in normal con—
trol group(P<0.05). According to the results of sex stratification analysis,the frequency of allele AA genotype in the CHD male sub—
group was higher than that in normal control group(P<0.05). The frequency of allele CC genotype of KL. C370S was higher than that
in normal control group(P<0.05) ,but the frequency of allele CS genotype was lower than that in normal control group(P<0.05). Accord—
ing to the results of sex stratification analysis, the frequency of allele CC genotype in CHD male subgroup was higher than that in nor
mal control group(P<0.05),but the frequency of allele CS genotype was lower than that in normal control male subgroup (P<0.05).
There was no significant difference in polymorphic FF,FV and VV frequency in the F-352V gene between CHD group and normal
control group (P >0.05). According to the results of combination genotype analysis, the allele genotype frequency of KL G-395A+
F352V+C370C,KL A-395A+F352V+C370C and KL A-395A+F352V+C370S in CHD group was higher than that in normal control
group(P<0.05) ,but the allele genotype frequency of KL. G=395A+F352V+C370S was lower than that in normal control group(P<0.05).
According to the results of sex stratification analysis, the allele genotype frequency of KL G-395A +F352V +C370C,KL A395-A +
F352V+C370C was higher than that in normal control male subgroup(P<0.05),but the allele genotype frequency of KL, G-395A+

TEBNE L F(1979-). % L EIF At F352V +C370S was lower than that in normal control male
B9 5 0 200 o 5 9 g Ak 5 1 SR subgroup(P<0.05). The allele genotype frequency of KL, A-395A+
BIEEE: LB, B ,#4%, Email : mahouxun1966@yahoo.com.cn,, F352V+C370S in CHD female subgroup was obviously higher

ESWMHE: BRARAFEALTIHAA (%H5.30672212), than that in normal control female subgroup(P<0.05). Conclu—
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sions:This study shows that the male patients who carried with allele genotype KLG-395A SNP AA have higher risk in suffering
from CHD. The male patients with allele CS genotype of KL. C370S have lower risk in suffering from CHD. This study also finds that
the male patients who carried with KL G395-A+F352V +C370C,KL A-395A +F352V+C370C and the female patients who carried
with KL A-395A+F352V+C370S have higher risk in suffering from CHD ,however, the male patients with KL G-395A+F352V+C370S

have lower risk in suffering from CHD.
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PR UL A8 U ML A9 , i E T fR 2 Jik o Ao Bl Ak 7y 3
fitkh b, DRIBE SR 2402 (o 0t A T B, B0 U BE O
WUEEH 0 75, L AT, ™ EE S R B AR
ot A, S H TR M Bt i 32 2
Z— o SRIXS CHD i AL A IF 5T 2 4415 JE Tk U
e, HETR 2800 H R w LG AT a8 5 %
R G AR SR R R B U AR DG R s
G BT 5 2 e, CAMHRIESE 2/ f
it 400 ALY CHD Wy kA R EA G, H 1997
ELUE AN K, 5 & (Klotho, KL ) £ [H 55
NR TG M Z R R B VI G, KL L HA T
NG AR 13q12 K38, 4346 5 M F1 4 4~
TF, 2K 50 kb, EAERESMEE Aking IR
I8 R AL R K200 AR KL JE R B iR 2 28
P CHD I (A s ot ) S5 4 A A %6 VA
KA IR B KL-VS S0 FUE H R & CHD ry
SIERIN R | A SR IE R 28405 F E G CHD
KRR MG | Ry b, 3003 32 %) EE R DX I
NBE KL 2 H G 8 F X G-395A 555 2 4B F X
F352V 1 C370S 3 A7 s 1) FRAZ iR 22 A5 (Single
nucleotide polymorphism , SNP) K H:Z5 {3 J R 71 53 4
AR TR IR R L PR IX DU A CHD
IR, DA R 5 CHD AH G 1) 85 0
RS, Sy CHD BB 10 e B iR He it 2 &

1 XWHEAFZE

11 ARt %

FEMLIEEL 2007 4F 3 1 & 2009 4E 9 A 3 fa) 76 PR EEFL
K 5 — B Bt BAR R BH SRR A BE 1, 75 & 2007
AECHD 2 K187 16 F bR - 91317 5] CHD ASARAE A F 5 %
5, Hoh B 191 ], Lotk 126 ], 4E#Y 50~01 % SF-H4E
(68.90 +7.97) 4 ; AL BEREFIHIAT & 1 (A ERR Y301
Ry 1 % R, I ¢ 184 ], 2ok 117 441,
FEHS 50~90 % F-IAERS (67.69 £9.97) %, 1EH R B Ak
Friffe : M <140/90 mmHg, Jo.L> 0 B AR B8R B b e
s, HoD R FRE AL B RE R A | I A 1
FEHEAR A I SRR AR MBI M | B MR A e
R 2 AT R RIARETE B, IR E SR ES .,

12 F#
12,1 BRACREETE TR R RER R WP
MBARA 6 ml, HHH 2 ml kAL, 250 5 50 2 S [ 40
Wi J5 B 20 CrKAE &, T KL 3L HEZ 28R, 55 B
4 ml PR M ARAS , T 1008 [ & JH [ B (Total cholesterol ,
TC)  Hih =B (Triglyceride, TG) %% B i 85 1 (Low density
lipoprotein,, LDL-C) . /5 % &£ JIg £ [1 (High density lipoprotein,
HDL-C)]. Zs JE b &2 H
1.2.2 DNA $2HC A SCHFSE A A M AL IR 40 DNA $2 L, #%
WR P AR g A ) AR A PR w48 R0 i Ay i
AT,
1.2.3 KL G-395A F352V 5 C370S K £ A6 J5 v
KL B [K 19 SNP {5 52k B R E EHEZ A E S0, HA
Pimer 5.0 # {4 AT | 99531, Blast 2.0 B4R 5 |44 Sk E
AR, KL FEE 225 PEAGI 7 e BE STk 6~ 9197 A 23 7 1k
AT, 51T IR S IR SCRAR AL A Jr Uit i R
FAEYFARA PR H] (TaKaRa) i, KL G-395A SNP A&l ;
KL G-395A Li#514) N .5 ~AATTGGCTCCAGCAATGTC -
CAG-3", FliE514 .G M, 5" ~AGAAAAGGCGCCGAC-
CAACTTTC-3" ;A % {if %4 ,5° ~AGAAAAGGCGCCGACC -
AACTTTT-3"; H PCR /* ¥ &0 147 bp, KL F352V SNPf:
WKL F352V _EV#519°8 . T S 0 3L 5 .5° —~CTT TCATCTA-
TTCTGCCTGATT=3" G 254 H: ], 5°~CTTTCATCTATTCTG—-
CCTGATG-3’, N5 4.5 ~-CCTGAGACAAACCAGCCATT-3’;
H PCR =¥ K 24 230 bp, KL C370S SNP il KL C370S
WSk 5°-TACAATACTTCTTTCCGTCCC-3, TS |14 .
G & A | 5" ~ACTCAAGGTGGGTCCAAAGC -3 ; C 2 {i;
LA, 5° ~ACTCAAGGTGGGTCCAAAGG=3" ; H: PCR =¥ K
JE ok 285 bp,
1.24 KL G-395A F352V C370S SNP ¥|Wi )y H PCR
IS L, (SR I 5Lk O BE e T FL K, BRI A
RGNS EE I HIWT A5 A T B 00 7 B, JIW 55 (0 SE 7
B KL JEH G-395A (WA LR GG .GA (AA, F352V
FEREEA A FF PV . VV, C370S B2 B 4T CC .CS,
SS. ML 1~3,
1.2.5  AEACSEARRIN  CHD ZHF0 IE 5 o HE 4 2y [ A 4G 0) afn.
THAALIERR, 24% TC TG HDL-C LDL-C Z B Ma%%, ik
A Al A A 34 R i DR R R A B 8 A — B B A 30 ) S 4
-1 MDY IHIR oL et e S iu sl A E T
13 St

A PERER I SPSS 16.0 SR 74087, 1T i R85 TRAT
Bl 2R DAE « WRifE2E (v £5) 3R, ¢ K 7 25
AF5E A %L (Interquartile range, IQR) 2715, SAESEUG
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B——Wilcoxon FRANKGH 5 Eﬁ%ﬁ’%{%ﬂﬁiﬁ%ﬂqf[{”fb‘—
weinberg Ky B AR AR & HAT A IM: | & Al 8] 3L R 78 R
SO AT FUBCR ] 2 A | JE LA IE 3 KB, Fisher
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2.1 CHD 405 E % 18 20 64 3k A oL

2 AAH A, CHD 20 ol I | 25 B I S TG W b 358
TEH XA 7, 22 58 G T4 L (P<0.001) , 1] CHD 4 TC
LDL-C 5 HDL-C % 1E % X HRALK (P<0.01) , 2 HHAERTIKE
FAREAG B 2R IG 24 = L (P>0.05) . 7341, CHD 21
o 72.87%HRE G ILE, 41.019% B & FHHRG , MbiT
H2WE R 60% , HAEE R 1,

%1 CHD 5EEMBAMERRMTIER
Tab.1 Comparison of the basic information between CHD group
and normal control group

LA R CHDZH EwWXHEE PME

AR (%) 68.90 +7.97 67.69+9.97  >0.05
B (%) 60.25 61.13 >0.05
TC(mmol/L) 4.47 +0.96 5.07 +0.89 0.00
TG (mmol/L) 1.50 + 0.86 130£0.80  <0.01

HDL-C*(mmol/L) 1.15(0.96~1.43) 1.55(1.31~1.79)  0.00
LDL-C *(mmol/L) 2.48(1.91~3.03) 2.87(2.43~3.39)  0.00
2SI (mmol/L)  5.90(5.30~7.07)  4.80(4.60~5.20)  0.00

2%, 2 HIJ5 2255 2R Wilcoxon BRI
2.2 CHD a5 =¢84 KL JA I SNP &5 45 K W9 & 45 A

FAE F 98 %0 42 KL G-395A KL F352V #l KL C370S %

LRI R I3 G 28 X2 K636 Harding—Weinberg -4 , o455
/R KL G-395A S5 FER RL53 A1 /2 Harding—Weinberg “V-fi
(P>0.05) ;1] KL F352V F1 KL C370S 2 {37 15 25 (7 KL P 1R oA
AFFE Harding=Weinberg ~F-1fi (P<0.05) ,

CHD #H KL JE[H G-395A SNP Hv AA 2540 JE IS 2R 40 1E

B REALM R H 25 A BT AR L (P<0.05) 5 T4 B 43
JZWFFE ANAE S M CHD WAL G-395A AA SE( LRSI R4
LI X BRI 2R 1 ey, 28 S it B L (P<0.05) . Hox
R 2,

CHD 4l KL JE(H ¥352V SNP /1 FF FV F1 VV 557 JE A

R 1R BB b 2 S RGeS (P>0.05) , T 4%

PERIYZBESE , K IAE LM CHD W4 H: F352V SNP H V&

%2 CHDAMEFEMRA KL ERSSESEMERAR LR
Tab.2 Comparison of the frequencies of allelic genotypes of SNP of KL gene between CHD group and normal control group

— CHDZ IEH X R X 1E
B (n) % x© % (n) % 5y FEREN 9% x©

KL G-395G 150 86 64 150 87 63 0.39 0.19 0.23
KL G-395A 124 78 46 129 84 45 0.89 0.89 0.09
KL A-395A 43 27 16 22 13 9 6.42 492 1.65
KL F352F 115 66 49 121 74 47 1.01 1.28 0.04
KL F352V 184 111 73 162 102 60 1.12 0.27 1.08
KL V352V 18 14 4 18 8 10 0.03 1.51 3.23
KL C370C 156 99 57 99 56 43 16.97 17.70 1.80
KL C370S 152 83 69 187 116 71 12.53 14.44 0.87
KL S370S 9 9 0 15 12 3 1.90 0.58 1.51%

At 317 191 126 301 184 117

W% B I<T> 5 RS IE x K s
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7 FEPRUATUR B L o R M ARG (AR BN Ge it 24 E
HMEZES(P=0.073), HARLERILE 2,

CHD #H KL P C370S SNP 1 CC 25 {37 3k PR 3 450 1F
HO IR & 2R RA G L (P<0.05) 5 T CS 47
FEDRBTAEE 1E 5 X RAUIR , Ho2z b AT Ge 22 L (P<0.05)
FNER 298 & B0, 78 CHD Y4 24 H: KL €370S CC %
A7 5 DRI 3 A B oo BTG 2 g, L2 ol it 8
(P<0.05) ; TMiiH: CS S5 S PRI D4 1 5 3% HREEAIR (P<0.05)
Hpgs Rk 2,
2.3 CHD 285 x4 K1 K ) SNP &-206- 51 K R A 45 A
L

A ARV B R AL R CHD 415 1E 4 X R4 KL
FEH G-395A F352V C370S 3 M i 3 N 2 A VE I 4 & 5
R4 B4 22 F 21 Fl, 2 ZHE9 A B I KL G-395G+V352V+
$370S KL A-395A+V352V+C370S il KL A—-395A+V352V +
S370S 4G AR AL Horh KL #4540 i 21 A 6 DR TR 3 A7 45 2 dn
T

CHD # KLG-395A+F352V+C370C . KLA-395A+F352V+
C370C 5 KLA-395A+F352V +C370S 20 & K& P 38 43 A3 4 %
B0 TE B % R 20 BH i 18 5 (P<0.05) , i H: KL G-395A+F352V+

C370S 204 5L P RY 43 A AT 55 1E % BRALAIS, s A et
2 X (P<0.05),

Fie bk By 2RSS & B0, AE CHD 21 9 P s % vh KL G-
395A+F352V+C370C KL A-395A+F352V+C370C 2H & 3L [
HUBTR PR L H 5 B 53 37 20 B B 3 5, 25 B Geit s L
(P<0.05) ;1M 7E CHD #4440 KL G-395A+F352V+C370S A4
FEPRI R A R 5 0 o B v WA AIG, 2 Rt S
B (P<0.05), 7oA YE CHD A1 E KLA-395A+
F352V+C370S 445407 5L PRI IR A3 AT AT 3 4 L ok B Lo P 24
Wl ey, 255 A Gt # i L (P<0.05) . HRBORHEILS 3,

33 i

CHD J&—Fi it SRS N A5 I 2 %, R
& HRTE A BN E B WATTIT R U RATZ A3
A AR T R ARt , (3 CHD FUR #5523
st (HBR AT AT SR B e o IR, BE— PR AR
1 CHD B A LR B SRS PR 2R SRR AT 28T A

%3 CHD AMIRA KL BESEMEHEEMERMELER
Tab.3 Comparison of the frequencies of combined genotypes of SNP of KL gene between CHD group and normal control group
— CHDZH TEFE X AR X fH
% (n) 5 % B (n) % u JERVN % S
KL G-395G+F352F+C370C 27 14 13 27 19 8 0.840 0.360 0.340
KL G-395G+F352F+C370S 24 16 27 12 15 0.610 0.490 0.090
KL G-395G+F352F+S370S 5 5 0 4 4 0 1.000" 0.780" 1.000™
KL G-395G+F352V+C370C 37 21 16 28 16 12 0.340 0.360 0.550
KL G-395G+F352V+370CS 46 21 25 50 30 20 0.470 0.134 0.580
KL G-395G+F352V+S370S 1 1 0 3 2 1 0.580" 0.540" 1.000*
KL G-395G+V352V+C370C 5 1 2 0 2 0.490 0.140" 0.950"
KL G-395G+V352V+C370S 5 1 9 4 5 0.240 1.000 0.180
KL G-395A+F352F+C370C 23 13 10 17 9 8 0.420 0.420 0.740
KL G-395A+F352F+C370S 21 10 11 25 19 6 0.430 0.070 0.270
KL G-395A+F352F+S370S 1 1 0 3 2 1 0.580" 0.970" 0.480"
KL G-395A+F352V+C370C 38 28 10 17 10 7 0.006 0.003 0.550
KL G-395A+F352V+C370S 35 20 15 57 37 20 0.006 0.009 0.250
KL G-395A+F352V+S370S 1 1 0 3 3 0 0.580" 0.297" 1.000*
KL G-395A+V352V+C370C 5 4 1 1 0 1 0.240" 0.140" 1.000"
KL G-395A+V352V+(C370S 2 2 0 5 4 1 0.410" 0.650" 0.480*
KL G-395A+V352V+S370S 0 0 0 1 0 1 0.480* 1.000* 0.480™
KL A-395A+F352F+C370C 9 5 4 7 2 5 0.690 0.480" 0.910°
KL A-395A+F352F+C370S 5 2 3 10 6 4 0.160 0.260" 0.920"
KL A-395A+F352F+S370S 0 0 0 1 1 0 0.490" 0.490* 1.000*
KL A-395A+F352V+C370C 11 10 1 0 0 0 0.001 0.005" 1.000™
KL A-395A+F352V+C370S 16 9 7 4 4 0 0.009 0.180 0.028"
KL A-395A+F352V+S370S 1 1 0 0 0 0 1.000* 1.000™ 1.000™
KL A-395A+V352V+(C370C 1 0 1 0 0 0 1.000* 1.000™ 1.000™
Hit 317 191 126 301 184 117

T B IST <5, RJMESAE P 5. &, T < 1, R Fisher HUIK% (T PAHER )
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Jite A oM T BRELFSTIESE CHD 1k KR
WHRENR RN E LA SRR EY)
AHSE INAERS PR I I S B PR LA %
AR R R Bl 4 AR il N2 R 4 1)
SERELAKE , NATTOSE R B LT R S R A
SE I UE S 2 P BE IR 98 AR 1E S F B0 1 &I LT
M & CHD 43 A= W2 LI 0 A0 58 o R W A
M, nvh AL HE RAS R4 FIREBEZ KDL K
— ARSI 2805 CHD &ZHfA X,

KL JER & Kuro %5 & BLI 5 AR F a2 Fp
P BB YA G AR AT 15X KL G-
395A F352V £ C370S SNP 5 CHD A4 4H & PE#F 5T
BRI EE R Tmamura ZEUOBFFEUESE H AR KL
G-395A RAF A S LK R H CHD 47 7 T [5]
F, e E A BE T Rhee Z5MF5THE KL G-395A
A SRR E HR S B CHD, E A
Aking SIS & BLAEIE N BT 26 =N IR K 2L
B A K U8 A KO B v A KL-VS 5848 3 [ 5
CHD i &< rh (hn fixi A5 5 ) S5 95 5 A 9% VIAH SOG4 | 9
KILKL-VS 07 HE R R CHD #ysT a5
M4 K KL-VS 285 5 E AR CHD AH36¢
AR AR AR

A SCHFFE X 4 KL G-395A KL F352V F KL
C370S SNP Z53; K KR #4853 41 28 Harding—W einberg
AT, HLAE R BN KL G-395A 2540 JL K 743
A3 ' Harding-Weinberg - ; T KL F352V F1 KL
C370S 2 for f5 55 A 36 I B 3 A AN 45 & Harding -
Weinberg V-1 (P<0.05) . 58 HKL F352VFIKL C370S
2 A 5 SN FE R R 404 ANl e Harding—Weinberg ~F-
iy S R PT R 5 e B AR AR I oA L N AS i/
DL e NREIRAE R B A B X (RIAFAE A R iE
A GEH DA AR 4 B IS SIS ) A ¢, Ik
Ah, BT BES KL F352V Fl KL C370S SNP 244 15
R o5 A A O, X 5 SOk IEPK L K352V
F1 KL C370S SNP fAE& 24 A FILHA

ASCHEBFSE K B CHD 41 KL 3£ G-395A
SNP 1 AA S5 JE PR B0 0E 5 X RT3 15 5 I3
PER 50 )25, R BUAE 55 CHD 241 H: G-395A
AA S DR 3 A L 5 1 %o BT A 34 5, X i $
7~ G-395A SNP 5 CHD W45 IR CHE . FFEpk
SR I % B, Klotho FE[H G-395A 2251k A%
P IR 5 AR S KA AL AT A Jo SFRIFTY &
PRAE T [ BE Klotho JE[R G-395A Z M) A 45

HEEER AT g 5 H CHD A6,

ASCE A FSE & P CHD 44 KL F352V SNP
FF FV Fll VV 3585 E # X B2 22 R 05 42 X
(P>0.05),KL C370S SNP 1 CC 25 KPR A R 45 1E
WO BRAL B 25 A BT L (P<0.05) , R
CC ¥4 & ¥ 5 it CHD ;1 KL C370S CS 5 SS %
Bt BRI, Ul Fd CS 5 SS SRR LN AN
B CHD, #3514y 2, CHD B LW 4 KL €370
CC A3 o R AR A3 1E 3 W R ZH 5, B CC 25 e [
T PR E 5 . CHD ; [Rl CHD 2133 M 4H ¢S/
SS JL[R RIS AR AR 53 P X R ALAIG , 22 A SR
X BICS/SS HE KB AL E A S /8 CHD, R A
HH R 25 ORfF 5t & B KL LK F352V il €370S SNP
HFV K CS 244 RN SRS & A 5 BRIk sk
A OIS 5 1 FEl /8244 Tavakkoly—Bazzaz S5MI7E
W KL £ F352V 1 C370S SNP 5CHD 1)
KRBT, HIRREUESE KL 3K F352V 1 C370S SNP
AR FEN 5 H CHD A A 6, X sk 1 B KL 5L A
F352V Fl C370S HA% 1T R 22 A VEAEAS [R1Fh % (0 A
F B Rl 22 50k e i 75 dE— 2R AN
PIIESE

IEARAT G KL SR B T R 2 80 L4 & 4y
A5 PR ISR E FE /D U] P 273 X e bR A
BF9E KL JE K G=395A .C370S F352V SNP &% H:2H
A PR 5 U AN 5 I R S, e BRAE
ZAE T KL JEIR G-395A SNP 5 ML R A7 B
AHSCNE T G A3 AR N & B KL G-395A+F352V+
C370C KL A-395A+F352V+C370C &% KL A-395A+
F352V+C370S 21 A 3L PR AU 5 48 5 1l A 5%,
FETEVEN 25 51, O B R A 9T 3 I 228 4L 5 4%
A7 b S A IR R A

ASCE ST KL F£ ] G-395A F352V ,C370S
SNP A543 4i 5 CHD & BF, &M CHD 4 KL G-
395A+F352V+C370C KL A-395A+F352V+C370C 5
KL A-395A+F352V+C370S ZH 45 55 D4 B A3 A 4 2 4
TE % B ZH B 48 (P<0.05) , 1 H KL G-395A+
F352V+C370S 20 A 3k R R 43 A7 45 2R 458 1 5 %o A 4
fIX, HEFA G E L (P<0.05), Fietk 555 20t
7%, KITE CHD 4 M & KL G-395A+F352V+
C370C KL A-395A+F352V+C370C 214 Jk R 75 4 %
DN I 8 X B 1 S A B S 3 o, 2 A SR
X (P<0.05) ;M7 CHD F P2 KL G-395A+F352V+
C370S ZH A5 3k PR 78 43 A A3 4 1 % B O 1k Y 441
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%, K2 A g7 L (P<0.05) . 73 AR BITE L
P CHD WW4H #8# KA-395A+F352V+C370S 21447
A3 35 R TR A A1 13840 0 X R L PR W A B S 4
ERARIHE L (P<0.05), BRI Fidmfsssh L
KL G-395A +F352V +C370C KL A -395A +F352V +
C370C 5 KL A-395A+F352V+C370S 2H &35 K i %
AT BE RRRE Lo RUBSE 15 5 T KL G-395A+F352V+
C370S 414 Jk R U485 5 28 D) £ 50 U I, I 47
TEAE VR b 25 55, X o o e BB 5 4 ek Co g 1Y)
m fE NBESE R TR 3R AL BT R R |

Zi b REFSE 2 P KL JER Y G-395A SNP AA
P 5 B CHD, 1fif KL C370S SNP CS F Pk
WHENA S B CHD, A mAimtstid £ KL G-
395A+F352V+C370C KL A-395A+F352V+C370C %
PEHEHE 2 5 KL A=395A+F352V+C370S i
Sy H CHD, T KL G-395A+F352V+C370S 5 4 #5747
FHWAYE CHD,
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