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250 f5] NSTE-ACS #£% ACE KLK1 &
PTGIS EFAREK S HEMES

&2  Arezou Bikdeli, B #2 , 3 K &
(SRS QBT A0 B 5 S 3 E I B R 2 |
Hp ] B 2R AR B L AR 4G O VS EE A 5 D RE BT SR 2 5 IR R B BE RSO NEL, LR BFRE 250012)

WE.a4 KT ACE 465 (insertion, 1)/#k% (deletion, D) .t Bk B 3 B & B (kallilrein gene, KLK)1(1rs5517) .
A7 5] 2R 2 4 B 3 B (prostacyclin synthase gene, PTGIS) (1s5629) A& B4 & % A 5 250 #]4F ST B 5 & &k
A B B4z A4E (non ST segment elevation acute coronary syndrome, NSTE-ACS) & & % Bl B K 3 by K A2 &
HRIE, Fok IR 200 B S 5m B F A 50 41 F) A S K B AR B F 69 16 R AR 5F 4 A1 i@ i PCR A= Sanger M
AR B SR RN BE -3t By, 8 it = 4 % Logistic B2 5475 NSTE-ACS H #£B:45 3 A BB A48 5
BRAAWA W 5 R, VA Gensini 74 F7 SYNTAX #F 4 A T BRI MR LS ERE KA S AL RE A5 HTAEE
BAOARAANLE TR RABE T EREG AR, 4% =T Logistic @2 547 ¥ | £S5 LDL . F & ¥ &
BRERLE EJ)5,5 NSTE-ACS A X B K B A 4. ACE DD(OR=4.335,95%CI; 1.105~ 17.016, P =
0.036) .KLK1 CC(OR=3.152,95%CI:1.077~9.230,P=0.036) .KLK1 TT & PTGIS TT( OR=0.065,95% CI;0.006 ~
0.752,P=0.029) ; $ L&M= A5 T, 5 Gensini #F 9 H £ B ey RS A WA 4 ACE DD & KLK1 CC(B=51.847,
P=0.001) ,5 SYNTAX #oH xBe9 3RS A F A 4 ACE DD & KLK1 CC(8=10.031,P=0.001), #4+# ACEL/D
H B A Ao KLK1(1s5517) 3 B A 5 NSTE-ACS A %8 ACE DD #4 B # #= KLK1 CC % F 7 3% je NSTE-ACS #) &%
Y, KLK1 TT & PTGIS TT &7 7T 48 F4KoL AR 45 i35 A NSTE-ACS #9569 &£ ; ACE DD & KLK1 CC & 5 7k
FIRFHE T FAZE E BRI

KR ACE 3N/ Bk URBEA B R 1; 075 R F S B A B ; 3F ST B3 5 A & W BRIz I8 £ 423
R %AW, BRI E

FE 4 %S R541.4 M EERER A

Correlation analysis of combining ACE, KLK1
and PTGIS genotypes among 250 NSTE-ACS patients
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Abstract: Objective To investigate the association of ACE insertion/deletion, kallilrein gene ( KLK) 1 (rs5517),
prostacyclin synthase gene ( PTGIS) (rs5629) locus polymorphisms with susceptibility and degree of coronary artery
disease for 250 patients with non ST segment elevation acute coronary syndrome ( NSTE-ACS). Methods Clinical
data of 200 patients with coronary artery disease and 50 patients with normal coronary arteries were collected and
genotyped by PCR and Sanger sequencing, respectively. Susceptibility of the three genotypes and mutual-combination
genotypes associated with NSTE-ACS were analyzed by binary Logistic regression using case-control groupings. Gensini
score and SYNTAX score were used to express the degree of coronary artery stenosis, and multiple linear regression was

used to analyze the association between the mutual-combination genotypes and the severity of coronary artery disease.
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Results In binary Logistic regression analysis, after adjusting for confounding factors such as age, LDL, and homo-
cysteine, the genotypes associated with the risk of NSTE-ACS were ACE DD (OR=4.335, 95%CI . 1.105-17.016, P=
0.036) , KLK1 CC (OR=3.152, 95%CI; 1.077-9.230, P=0.036), and KLK1 TT& PTGIS TT( OR=0.065, 95%CI.
0.006-0.752, P=0.029). In multiple linear regression analysis, the combined genotype associated with Gensini score
was ACE DD&KLK1 CC (B= 51.847, P=0.001), and the combined genotype associated with SYNTAX score was
ACE DD&KLK1 CC (B=10.031, P=0.001). Conclusion ACE I/D genotype and KLK1 (rs5517) genotype are asso-
ciated with NSTE-ACS, and ACE DD genotype and KLK1 CC genotypes increase the risk of NSTE-ACS; KLK1 TT&
PTGIS TT subtype may reduce the risk of NSTE-ACS patients of Han nationality in Shandong Province. ACE DD &
KLK1 CC subtype is positively associated with the severity of coronary artery disease.

Key words: ACE insertion/deletion; Kallilrein gene 1; Prostacyclin synthase gene; Non ST segment elevation acute

coronary syndrome; Single nucleotide polymorphism; Coronary artery stenosis
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31% , MR R AL WUBESE 7 BT A7 e it 14 o 48 14 5
TR 80%' ", 5 ST Brdnm A 2 th 0 UAESE (ST
segment elevation myocardial infarction, STEMI) &
P, JE ST Bedfi i B 2L 5@ IR 3 ik £ 5 1iE (non
ST segment elevation acute coronary syndrome,
NSTE-ACS) & Ml A H 2 14 FHE, 1750 M
GIE[RIRYIZE 7

T 0 e O 5 s o PR 3R A IR gt
& K 22 XF 568 {R 2 ik % 5 ( coronary artery disease,
CAD) WA A=A B2, 24 R BT E
e K 2 60 A~ st % A a5 5 ek AR 2l Bk XU BB &Rk
kT ZIRESE & B, ACE #fi A (insertion, T)/#lt
2 (deletion, D) 5 5.0 A& B G, HAE K B3 A
FAAEs X R AR 22 507 3y s 50 WL 4% ) 8k e
L A (Kallilrein gene, KLK) 7] 5.0 WLAESE J5
AL AR O JUL e i R VMRS R T
O VBB IS K BRI A SN, I Ul 2D 1 A i
[RI Aif 51 24 K & A i & IR ( prostacyclin synthase
gene, PTGIS) 7R #% I\ R J2& 0 I 45 952 05 19 o8 3o Bk
P PTGIS 2R 2 35 5 O WURESE & A 6 I
O L7 1) FE o BE R 1120t X R N 7 38t £ TR
RN O R A R —E R, ORI A
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2 TR NI CAD &4 R R AR & —
SEELAH AL

BT LA EWRFE IR, Ao 491 %] B A5 18 A7 1)
AREE DU N B R #E 47, M % ACE I/D. KLK1
(1s5517) Fl PTGIS (rs5629 ) % K A 65 H: P BB
J& il id Logistic M4 43 #T#£5% 5 NSTE-ACS £ X
14 22 S R R G R L A

1 #R57EZE

1.1 &M
PEFE 2022 29 H 22023 4 11 A FINE K

FrE BE B0 RN B AE BEIR TT 14T 28 K e AR 3 ik
TR B 5 250 1, B 2H 200 91, Hod 3 139 ]
1z 61 #i,65.00(58.00, 72.00) % ; %t H4H 50 i,
Hodr 5 22 9] 4 38 ], 58.50(52.00,64.25) %,
A bR . DFF 4 NSTE-ACS 2 Witr > H 4 5
Rk 1 o 2D — 3 F E R 3k o 2
[ ZE AT F% 32 (left anterior descending artery, LAD) ,
72 [l JiE 37 (left circumflex artery, LCX) , 47 74tk 2
Jik ( right coronary artery, RCA) | B;78 =75% ol /£
T TE I HREA =50% ; QI 76 ki 52 B N
XTHRAL ; QWY > 18 & HEBRAr i : OBk i 5% 7~
A0 AR A Bk A R M < 75% ; @ & 4= STEMI
QREAAT 28 H e R 3h ik 52 42 48 A R ( percutaneous
coronary intervention, PCI) i 7R 5 Jik 55 % 5 HE AR
( coronary artery bypass graft, CABG) G 77 ; DL
WIS AR R | B B S e M | I D)
REAN G R @A BE,; ©FF 1L AR
DUEN, i 2l & O & &M R E S, 8
HI AR KR¥%EFEERESCH TN S H A
(KYYLL-202210-029-1) .
1.2
1.2.1  FESCIFEM

NI R 20 B 53 259 B R BB AE R A )
B AT B2 7] il i ; DNA #2005 & (350 k7))
(%P GA 15 mL, Z K GB 15 mL, ZZ /3 GD
13 mL, =% PW 15 mL, PEAR 2% vh i TE 15 mL,
Proteinase K 1 mL, W[4 CB3 50 />, 2 mL Y44
50 A4~) B RARAALRHE (b)) A BR 2 Wl il i 5 JE A
PCR 514t 5% B 1 1 25 00 R A BRA Bl & 042
b0 R &7 i 5 14337458
122 FELBBH

BT I A 3 L (LS FD20-1125mA
fif 2% Philips 23 7] ) ; PBMC #2 HU. 25 58 1% 7 B 0 Bl
BB R B (D) AR A ] = HE R K
F6 (B5 . DK-420S, |68 2 90 40 i &5 A IR 2
Al R AN 6 [ ALY NanoDrop OneC,
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FERR IR B () A FRZA A ] 5 PCR 47 154X
(f%[= Eppendorp 2\ w] ) | 8 HI 7K °F HL vk filf [ 445
Wix-liteDNA , %5 5o B (Jba0) AR A ] R
WL e i 245 [ 15 Chemi Doc Touch, 3 [#
Bio-Rad 2~ A ] . ABI3730XL Il /¥ 1% [ & 2R K it /R
B (hED) ARAFE ],
1.3 FHik
1.3.1  BORhlcgE

BEAGORMUAEPER] AR B AT | I
I B WE PR L IR B2 il T9E (erythrocyte sedi-
mentation rate, ESR) . D-_ 3K Wik Il 2L 45 K
(hemoglobin Alc, HbAlc) . N i fixi &4 Ak w1k
(N-terminal pro-brain natriuretic peptide, NT-pro
BNP) | [6] B e 2 /R I 2 [ 4 0 e 2 3 5% 75 il
(alanine aminotransferase, ALT) . K[ )4 % iz & Jk
%% I} (aspartate aminotransferase, AST) | il 2 [
(tlbumin, TLB) . 4% 4 (albumin, ALB) Bk H
(globulin, GLB) | ' Tl [ LT Al 55015 /N BR U8 i %
(estimated glomerular filtration rate, eGFR) | . Ifil J§
[ &L JH [# B ( total Cholesterol, TC) . H i = fig
(triglyceride, TG) . 5% £ 5 & 1 ( high density lipo-
protein, HDL) k%% J& }5 % 1 (low density lipopro-
tein, LDL) | .0 LB 5 hn 9 [ LI 0 1 [) 1 g
( creatine kinase-MB, CK-MB) . &E 845 &E 4 1
(high-sensitivity cardiac troponin 1) ] . Btk i T g
[ 25 = Al HE R AR L& R ( free  triiodothyronine ,
FT3) U7 & HUIR IR & (free thyroxine, FT4) f¢ H ik
i3 & (thyroid stimulating hormone, TSH) ],
1.3.2 iREhhkis

28 M AR Bl ks 52 Hh LU AR K225 6 BE e 2 o )
P EAFEEMNALRN LRI Es R, Eid
A TR %, X i AT B 3 e R Sl Dk 8 A B R A T
Gensini P53 &2 SYNTAX BE43, Gensini #E43 4 fFr
A5 6 Dk pe 78 R BE P43 SURT, SYNTAX 143 fiff
FI SYNTAX 588 15
1.3.3  ACE /D 3 X B 5E

T8 1 Ay ) SCk, 1 Bh 51 415 T B 25 National
Center for Biotechnology Information ( https://www.
ncbi.nlm.nih. gov) & $& SNP J1- #4751 9111, 3+ H
BLAST: Search Tool
(https ://blast.ncbi.nlm.nih. gov/Blast.cgi ) #1745 57
PR, IWFEI T Em5HY 5'-CTG GAG
ACC ACT CCC ATC CTT CT-3', & [a1 514 5'- GAT
GTG GCC ATC ACA TTC GTC AGA T-3', H5 mL
SN ML#EFT PBMC $2H, £ By DNA 125 & 42 B
4 DNA , ifid PCR #4770 8L, BRI R ik

Basic Local Alignment

Zf145 DEPC 7K 16 L 2 xPhanta Max Master Mix
(Dye Plus)25 L, Fi#514) (10 mol/L)2 L, M5 |4
(10 mol/L)2 L . DNA #i#fz 5 L; s b #2J7434E 95 C
3min.95 C 155,58 C 155,72 C 605.72 C 5 min,
Horpss = = DU EE 35 MR Y E T
1% BB RHEE I, 130 V HLIK 40 min, T Z I fig %
R hHiE, HBEVLAE 10% B A& PCR =¥t
T3P I E
1.3.4 KLK1(rs5517) PTGIS(rs5629) J [K KA ]

DNA #8051 933118 1.3.3, KLK1 5|¥ )%
SR . IE M54 5'-CAT TAC CAC GAG GAA
CGG TGA-3', Jx [1] 51 % 5'-CCT GAC AGA GCC
TGC TGA TAC-3', PTGIS B|¥FEFI N F . iF [ 51
¥ 5'-AGC CAG GCT GCC ACT CAG AT-3', J% [i]
214 5'-GAA GAT GAA GAG GCT CAG AG-3',
i AR AR 22 A2 7 54T PCR 9§14 i ok Sanger )
¥ B N TR A7 3 PR 328
1.4 SFitFEIE

KM SPSS 27.0 it 28, 43 KGR AH
WHEC( %) AT, B K AT B
Ko, 24 2= /DA 2 > n<1 B H Fisher 1§ i £ 56
K X K 56 43 B 56 K R Y Hardy-Weinberg - £
(P>0.05), it & % Bl & 4% #F 17 Shapiro-Wilk
(S-W) IEBMERR, 75 IES DI xxs iR,
PIREA Y5022 R ¢ K3 N4 IE A5 40 1l 2R
HﬂM( st ’ P7;)ﬁﬁ?%i‘l‘%fﬁ s Wjﬁzlx%ﬁﬁ Mann-
Whitney U ¥: 55, 11 %8R F Pearson AH &4 4
BT, ZE R ] Sperman FRIAHIEME /0T, LAKH TG
NSTE-ACS JHAF i, R F — 4328 Logistic 1] 574
TRZE T BRIR 24 N2, /0BT 5 NSTE-ACS £ I
SR R AL BRI PN 5454 OR B 95%CI, i
AR 2 ks A8 ™ 5 R B 43 BT 43 51 LA Gensini 9143 Al
SYNTAX 143k M A% | R 22 Ju 4 M [l I S A
5415 NEST-ACS & & 56 IR 3l ok s 28 7™ o 2 i
HEMEmHEZE, P<0.05 HESHGIT%E X
sy

2 & R

21 ERBEZR
2.1.1 ACE I/D 3 [H R4k

KL YJRENIR R GAARRG A 1 45 490 bp 1Y
S MAE ARIAE AT (TT ) 4 490 bp 1190 bp
S NIMA/ R B A5 F (1D &) fUA 14
190 bp [UZHFIC BRI 4E A (DD #9)  ULIE 1, i
FPEERILE 2, AP 25 RS R Rz R—8,
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B 1 ARG K G 1Y ACE FE HI R 4%HY
%M ab.c MAliE I8 4447 d e Mali4 DD 8, &4 £ 244 1D B g > DNA maker,

Figure 1 ACE genotype bands following agarose gel electrophoresis
Bands a, b, and c are pure type II, bands d and e are pure type DD, band f is heterozygous type ID, and g is DNA

maker.
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AAAGTGACTGTATAGGCAGCAGGTCTARARAAAATGGGRARR GGnIGGGAGGGGGTCTCC

K2 ACE I/D JEPIF AL, #i 3k Frdi  ACE fi A7 BERE UG #8072 75 17)
Figure 2 ACE 1I/D gene sequencing diagram, with the arrowheads pointing to the start site and direction of the ACE insertion

fragment
2.1.2  KLK1(rs5517) PTGIS(rs5629) J zﬂ% RABAEEF (TT) 46 F(TG) B A M4 &+
KLK1(rs5517) 73 HRBRA G T (CC) . 4&E (GG), WK 3~4,
F(CT) B a4 1 (TT) ; PTGIS (1s5629) 43
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Figure 3 KLK1(1s5517) genotypes
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Figure 4 PTGIS(rs5629) genotypes
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AR (z=-4.284,P=0.001) 1R (x> =11.345,
P=0.001) B JRI% (x* = 8.252, P =0.004) . eGFR
(2=-3.992,P=0.001) \,TC(z=-2.767,P=0.006) .

0.011) . [a] B2 B & R (2= -5.093, P =0.001) .

hs-CTNI(z=-3.725,P=0.001) .HbAlc(z=-4.286,
P=0.001) NT-proBNP(z=-3.095,P=0.002) .D-—
Bik(z=-2.376,P=0.017) .ESR (z = - 2. 337,

HDL(z=-2.157,P=0.031) .LDL(z=-2.550,P=  P=0.019)fEPIHMMERFH G H¥E X, Wk,
£ 1 SR HIAH AN B BELR R L
Table 1 Comparison of baseline characteristics between cases and controls

FELRAFAE 12 (n=200) X HB4 (n=50) %% P

s/ % 65.00(58.00,72.00) 58.50(52.00,64.25) -4.284 0.001
Bk 139(69.5) 22(44.0) 11.345 0.001
BMI 25.57(23.20,28.36) 27.14(24.74,29.32) -1.961 0.050
1R IR 129(64.5) 26(52.0) 2.653 0.103
R 84(42.0) 10(20.0) 8.252 0.004
W2 A S 76(38.0) 12(24.0) 3.437 0.064
eGFR/ ( mL/min) 90.45(81.73,98.20) 98.55(90.85,101.93) -3.992 0.001
ALT/(U/L) 19.00( 14.00,27.00) 19.00( 14.00,34.00) -0.453 0.651
AST/(U/L) 19.00( 15.25,24.00) 20.00( 16.75,23.25) -0.818 0.413
TLB/(g/L) 68.12+4.51 68.83+4.97 0.938 0.331
ALB/(g/L) 43.74%3.40 44.03+3.86 0.462 0.597
GLB/(d/L) 24.00(21.80,26.70) 24.50(22.20,27.58) -0.614 0.539
TC/( mmol/L) 3.61(2.97,4.12) 4.02(3.36,4.56) -2.767 0.006
HDL/ ( mmol/L) 1.07(0.94,1.23) 1.13(0.99,1.52) -2.157 0.031
LDL/( mmol/L) 2.04(1.60,2.50) 2.28(1.93,2.87) -2.550 0.011
TG/ (mmol/L) 1.23(0.94,1.76) 1.23(0.91,1.55) -0.540 0.589
[) 252 Bt 2%/ ( mol/ L) 14.20(11.23,16.48) 10.50(8.70,13.45) -5.093 0.001
CK-MB/(ng/mL) 1.20(0.90,1.70) 1.10(0.80,1.53) -1.769 0.077
hs-CTNI/ (ng/L) 4.80(3.12,9.37) 3.07(2.36,4.43) -3.725 0.001
HbAlc/% 6.15(5.80,7.08) 5.80(5.50,6.10) -4.286 0.001
NT-proBNP/ ( pg/mL) 82.21(34.63,257.08) 51.72(29.72,101.60) -3.095 0.002
D-— % {k/(g/mL) 0.32(0.20,0.55) 0.25(0.18,0.33) -2.376 0.017
FT3/( pmol/L) 4.68(4.24,5.05) 4.83(4.32,5.04) -1.384 0.166
FT4/(pmol/L) 15.50( 14.00,16.98) 16.05(14.08,17.70) -0.881 0.378
TSH/ (IU/mL) 1.84(1.12,2.65) 1.83(1.49,2.59) -1.385 0.166
ESR/(mm/h) 15.50(6.00,27.00) 9.50(4.75,17.25) -2.337 0.019

T A P RAIE AR R R IE O n( %), xxs, M(Py, Piy)

2.3 5 NSTE-ACS BR4XEN S RERS
2.3.1 J oL RO X R AL 3 A 35k PR R A BB 3
PRI RT3 11 L R
ACE I/D KLK]1 1s5517 \PTGIS rs5629 FE X A7
PR 0 A 2 A G 2# B L (P=0.024,P =
22 (O ZEL X R 2L 5 PR AR RN R AR LA (% )

Table 2 Comparison of genotype and combined genotype frequencies between the cases and controls/n( % )

0.011,P=0.039) , 7%¥ ACE /D Fl KLK1 . KLK1
FIPTGISY A J5 ¥4 R BRAE WAL 0] 22 5 A7 S i 22 3 S
(P=0.026,P=0.005) ; Mi# ACE 1I/D F1 PTGIS Hk
HIaMA R ZE TG FE L, k2,

F R #Y i fI2H (n=200) X HRZH (n=50) X P
ACE I/D 7.451 0.024
| 68(34.0) 22(44.0)
ID 86(43.0) 25(50.0)
DD 46(23.0) 3(6.0)
KLK1 1s5517 9.105 0.011
TT 20(10.0) 13(26.0)
CT 100(50.0) 22(44.0)
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1"}1 bt &l

gk
SEP R B4 (n=200) XtHRZH (n=50) X P
cC 80(40.0) 15(30.0)
PTGIS 155629 6.496 0.039
TT 10(5.0) 7(14.0)
GT 57(28.5) 17(34.0)
GG 133(66.5) 26(52.0)
ACE &KLK1 FLR# 6.990 0.026
ACE DD & KLK1 CC 26(13.0) 1(2.0)
ACE I & KLK1 TT 5(2.5) 3(6.0)
ACE & KLK1 HAh# 169(84.5) 46(92.0)
KLK1 & PTGIS FH %l 9.527 0.005
KLK1 CC & PTGIS GG 53(26.5) 9(18.0)
KLK1 TT & PTGIS TT 1(0.5) 4(8.0)
KLK1 & PTGIS HAth %Y 146(73.0) 37(74.0)

1 .ACE & KLK1 HAh#I413%E ACE ID & KLK1 CC/CT/TT .ACE DD & KLK1 CT/TT.ACE 1l & KLK1 CC/CT;KLK1 & PT-
GIS HAhFI 4345 KLK1 CC & PTGIS TT/TG .KLK1 CT & PTGIS TT/TG/GG KLK1 TT & PTGIS GG/TG,,

2.3.2 3 L NSTE-ACS &5 P G5 i [1] 15

i

TEVEEEAENS \LDL | [A] B e 2 iRV 22 I &R
X T ACE 1 #:[H %Y, ACE DD & [H #! 5 NSTE-
ACS BN OR=4.335(95%CI:1.105~17.016,

P=0.036) ;5 KLK1 TT F:H AL, KLK1 CT 3K

B OR=3.117(95%CI:1.090 ~ 8.910, P = 0.034) ,

KLK1 CC 3% OR=3.152(95%CI:1.077~9.230,
P=0.036), KKEF PTGIS 3:H M 5 NSTE-ACS A
Geiter o Ok, WK 3,

3 3ANSEFT L NSTE-ACS 16 ket I8 i [l U 434

Table 3 Regression analysis of the association between three genetypes and the risk of NSTE-ACS

A e B FrufEIR 2 P OR(95%CI)
o -6.151 1.624 0.001
PTGIS F:H Y
PTGIS TG 0.869 0.702 0.215 2.385(0.603~9.438)
PTGIS GG 0.962 0.672 0.152 2.616(0.701~9.758)
ACE #:[H
ACE 1D 0.436 0.402 0.278 1.546(0.704~3.397)
ACE DD 1.467 0.698 0.036 4.335(1.105~17.016)
KLK1 R
KLK1 CT 1.137 0.536 0.034 3.117(1.090~8.910)
KLK1 CC 1.148 0.548 0.036 3.152(1.077~9.230)
A 0.058 0.020 0.004 1.060( 1.019~1.103)
LDL -0.587 0.250 0.019 0.556(0.341~0.908)
[F) 782 e 2 0.239 0.060 <0.001 1.270(1.129~1.428)
2.3.3  BRAHEPIALE NSTE-ACS G K6 1t G B Y [ (95%CI:0.006~0.752) , P=0.029, 7 W 33 ¥t 3 [A]

553 Hr

P LDL | [ B e s e VR IR A2 I R A
T Logistic [nlJ443 8, W3 4, &K KLK1 TT &

SV Y[R I A7 A s AT DARSEARR 1L AR U A\ NSTE-ACS

PTGIS TT 5 NSTE-ACS f& [ A 2B, OR = 0.065

#£ 4 PEAKLHTE NSTE-ACS 1G5 1 I i 1] 3 45347

AfER . RA AL & ZE N TS ACS KA H)
fER A G2 R, W3k 4,

Table 4 Regression analysis of association between combined genotype and risk of NSTE-ACS

A hE B bRt P OR(95%CI)
W -4.197 1.414 0.003

GR.C 0.063 0.020 0.002 1.065(1.024~1.107)
LDL -0.586 0.251 0.020 0.556(0.340~0.911)
[F] 75> e 2 0.235 0.061 0.001 1.265(1.123~1.426)
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A B Friff iR 22 P OR(95%CI)
ACE&KLK1 Y4 3[R 1Y

ACE DD & KLK1 CC 1.581 1.201 0.188 4.857(0.461~51.151)

ACE I & KLK1 TT -1.114 0.921 0.227 0.328(0.054~1.997)
ACE & PTGIS B4 FE R R

ACE DD & PTGIS GG 0.449 0.757 0.553 1.567(0.355~6.914)

ACE 11 & PTGIS TT -0.928 1.195 0.438 0.395(0.038~4.118)
KLK1 & PTGIS Y4 3R 1

KLK1 CC & PTGIS GG 0.070 0.465 0.880 1.073(0.431~2.668)

KLK1 TT & PTGIS TT -2.734 1.250 0.029 0.065(0.006~0.752)

2.4 Gensini L5 F1 SYNTAX 4 5IGRELZLE NI HbAlc NT-proBNP & D- kL SYNTAX i
B K S 1 IAFTERE G AH G ; ACE JE AU A KLK1 FE R AL 34 5
WEPR 9% . 4F % \HDL . CK-MB  hs-CTNI HbAlc  Gensini 143 Fl SYNTAX /M fEEAR M, R EFL
S NT-proBNP 5.0 2% Gensini PEAMFIERSS  PTGIS 315 Gensini 1F50 1 SYNTAX 434775
FHIC; BEPRAG HDL | [7] BY>F e 2 f2 . CK-MB \hs-CT-  FHXHE, WK S5,
5 Gensini TE/HF1 SYNTAX 1F4351lfi RIE L 90 REAAR S 20 #T

Table 5 Correlation analysis between Gensini score and SYNTAX score and clinical baseline data

FELR AR e Genxini 143 SYNTAX 43
fR ISR 129(64.5) -0.042 -0.075
BEIRGG 84(42.0) -0.163" -0.218""
W2 A S 76(38.0) -0.036 -0.004
i/ % 65.00(58.00, 72.00) 0.144° 0.150
BMI 25.57(23.20, 28.36) 0.029 0.007
eGFR/ ( mL/min) 90.45(81.73,98.20) -0.117 -0.063
ALT/(U/L) 19.00( 14.00,27.00) 0.026 0.046
AST/(U/L) 19.00( 15.25,24.00) 0.028 0.050
TLB/(g/L) 68.12+4.51 -0.100 -0.069
ALB/(g/L) 43.74+3.40 -0.134 -0.128
GLB/(d/L) 24.00(21.80,26.70) 0.080 0.081
TC/( mmol/L) 3.61(2.97,4.12) -0.103 -0.082
HDL/( mmol/L) 1.07(0.94,1.23) -0.155" -0.162°
LDL/( mmol/L) 2.04(1.60,2.50) -0.065 -0.031
TG/ (mmol/L) 1.23(0.94,1.76) 0.030 -0.019

[R) 76 2 B 2%/ ( mol /L) 14.20(11.23,16.48) 0.111 0.149*
CK-MB/(ng/mL) 1.20(1.90,1.70) 0.255""" 0.296" " *
hs-CTNI/ (ng/L) 4.80(3.12,9.37) 0.286""" 0.292"""
HbAlc/% 6.15(5.80,7.08) 0.236" " 0.256" " "
NT-proBNP/ ( pg/mL) 82.21(34.63,257.08) 0.247" " 0.202" "
D-— R {k/(g/mL) 0.32(0.20,0.55) 0.106 0.142"
FT3/(pmol/L) 4.68(4.24,5.06) -0.119 -0.035
FT4/(pmol/L) 15.50( 14.00,16.98) -0.095 -0.066
TSH/ (IU/mL) 1.84(1.12,2.65) -0.066 -0.068
ESR/(mm/h) 15.50(6.00,27.00) 0.075 0.078
ACE Ry 0.438 " 0.328"" "
KLK1 BEPH#1 0.327° " 0.254" "
PTGIS FEH#Y 0.005 0.048

T BRI FRIER N n( %) , Xts, M(P,, Pys) ;3434 Spearman 254040 5 2% ; P<0.05, *'P<0.01, **"P<0.001,
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2.5 Gensini 4 #1 SYNTAX 4> 5 NSTE-ACS
BRFEEEERENZMEZS N
Ph Gensini P43 H AR & M AR b 5
ZATRA TR AR bR S A B B S A AR A A
PR REBA . RIS Gensini PF435 7 [n) B

AR ZE & HDL(B=-16.684,P=0.036) , 5 Gensini
PRIy 5 TE 18] R B R & S CK-MB (8=3.908, P =
0.002) HbAlc(B=5.852,P=0.010) ,ACE DD i
KLK1 CC B A FEH A (B=51.847,P=0.001) , L
%6,

# 6 Gensini PFIIIR A JE P L5 e AR 3l ko 22 7 B A B2 A9 52 0 PR 2R 0B

Table 6 Analysis of influencing factors of Gensini score combined with genotype and severity of coronary artery disease

A B PR iR FriEfk B t P VIF
B 4.462 20.692 0.216 0.830

GR.C 0.321 0.204 0.088 1.571 0.118 1.116
HDL -16.684 7.891 -0.117 -2.114 0.036 1.096
CK-MB 3.908 1.224 0.178 3.194 0.002 1.113
HbAlc 5.852 2.236 0.144 2.617 0.010 1.087
ACE DD & KLK1 CC 51.847 6.953 0.519 7.457 0.001 1.735
ACE 11 & KLK1 TT 3.992 4.128 0.059 0.967 0.335 1.325
ACE DD & PTGIS GG 2.738 6.006 0.031 0.456 0.649 1.652
ACE 11 & PTGIS TT 2.894 13.020 0.012 0.222 0.824 1.054
KLK1 CC & PTGIS GG 8.102 4.441 0.107 1.824 0.070 1.219
KLK1 TT & PTGIS TT 38.331 25.423 0.081 1.508 0.133 1.020

TE.R>=0.471,F=16.851 ,DW=1.824

P SYNTAX P43 R A2 5 f B R 4 A vh
5 Z A RME T8 b5 R A 2 R K AT BE 1Y TR 4
RN A, WAL REEER T, EHS
SYNTAX 43 % i [ < Bt (1) [ K iy HDL (B =
-5.567,P=0.043) , 5 SYNTAX -/ 5 IF [7] 2B

1) % & CK-MB (B=1.376,P=0.001) (HbAlc
(B=2.587,P=0.001) | [A] #f B 2 R (B=0.097,
P=0.030) .TSH(B=0.350,P=0.024) .ACE DDA
KLK1 CC B/ HE M A (B=10.031,P=0.001), UL
%7,

T SYNTAX PRIMBCA JE P RS SR Sl ko A ™ S 72 B8 ) 2 ) DX 3R 20

Table 7 Analysis of influencing factors of SYNTAX score combined with genotype and severity of coronary artery disease

A B Rliard FrUEfL B t P VIF
W 5.050 6.379 0.793 0.429

HDL -5.567 2.738 -0.125 -2.033 0.043 1.075
CK-MB 1.376 0.421 0.201 3.271 0.001 1.071
HbAlc 2.587 0.778 0.204 3.326 0.001 1.071
[F] 7 2 e 2 e 0.097 0.044 0.132 2.193 0.030 1.039
TSH 0.350 0.154 0.140 2.278 0.024 1.078
ACE DD & KLK1 CC 10.031 2.443 0.321 4.105 0.001 1.745
ACE 11 & KLK1 TT 0.402 1.443 0.019 0.279 0.781 1.320
ACE DD & PTGIS GG 2.727 2.110 0.099 1.292 0.198 1.661
ACE 11 & PTGIS TT -0.250 4.604 -0.003 -0.054 0.957 1.074
KLK1 CC & PTGIS GG 2.018 1.557 0.085 1.296 0.197 1.221
KLK1 TT & PTGIS TT -3.301 9.089 -0.022 -0.363 0.717 1.062

1 :R*=0.340,F=8.812, DW=1.800,

3o

T Lo A S DT 58 BRAR, AT 90 W e o
TR Sy (BIE R AT REAF 7 A4 . D H 5y [T
BOZAEAR N BAT T Z A 2 # A W K B

o R A TR Y — T e 22 o A BEALAR; @ B oA
IR B HE PN A A [R) A B R e, L 4
e DA ) B AR BB 3 0 AR T REELAT 14152 8
AT HE B, T T B 4 e i 8 A% A
RERYIEAH . RO X L6y 21, o %€ Je 4 T 7 O it

e TP i h 2 B FIAAZIHEA T R BE R AR R



18 [ ITI N N

W,
L

=

(B 2% ) 63 % 2 I

AT K I, ACE 3 P 7975 151 - %ot HEL 201 )
iR BAG45E , HAE 5 NSTE-ACS f&
ST & L, ACE DD K R 5 HAT Ik (OR =
4.335,95%CI:1.105~17.016,P=0.036) , &l ACE
DD A RERZMA L ZR DU AR 5009 19 & A, J 3
SRR B K FERE AL A FE R 2K, — T Meta 437 i
7~ ,ACE DD H:[H AU AT G2 H = 5U% A H CAD 11
wEfERIEE™ . SAEBRUEY,ACE I/D M4
SEFE R ONBE AN H AR CHE O WU E & rhok A
FHUS i A 5K K5 i (angiotensin converting
enzyme, ACE) % 4 09 38 & fif L 45 Bk £ 1
(angiotensin I, Ang IT) /KT &1, Il FRAVE 5% 2 BH &
.0 U SE (acute myocardial infarction, AMI) f &
M3 Ang T KF i Fa A i ACE /K5
RN e 07 1) L PR 8 g DD >IDS TS ifi s
o AERESEAE N e R S ACE 24851
o, RAS JEHZ A A 517, AT AJ DA A 26 7600
KA RS —EEM . Sahin 451 WS E X AR LA
SR R 4 (E TC TG \HDL #l LDL /K A &
FEXEF (P<0.05), ACE I/D Jt K £ 25 1 Fl i 5
ACE /K65 CAD & RBA &, ARWFIEH 2
R, AW R, ACE DD KK I 1 B 73 Br
H1 95% CI U FRIAI X4 58 , B2 R vl 6 5 W e TR 2% X
A%, BEMR R, ACE /D 284 53
KRB AL 1) K SR A AR I — T E M R B, 5
ACE 11 5 ID %A BRI tb, DD 3 R R 55 45 8 A
Gensini P47 48 . ABFFE LA Gensini P43 F
SYNTAX T4 1k 8 28 bRk 20 ks A8 )™ B AR B, 17
ZHE TG &I, ACE DD& KLK1 CC W #1¥ 5
Gensini 743 Fll SYNTAX P43 & 1F [ /15, il A A
ACE DD 5 KLK1 CC 3 [K %4 [7] i} 77 78 i 23 41 3% 76
RSk A8 i g, IR BT A F o R I, KLK1 B2 2
A e & A A 2 R A 3 AR L AR I
RN e O & JRAELEEMNRIME T . B R PTGIS
SR IR R IE N (B ACE BEA 50 H G A&
e B 6 O A R BRI, 32 B RN 3R
B ZE g, I8 A W 5E A5 A R 1 4518 . Nouryaz-
dan 25 BISE R L, ACE I/D 27515 3h ik ok Rl 4k
Z IR KR ACE ) /D L2251 REA I sh ik
SRREREAL A R A S SR I R L IR WF9E & PEL, STE-
MI AR ACE /D 2450 22

VIR T AR B A 10487 3% P | 1T 2 38 o M L
WE A PRk Z OB R, i se

FHH KLK1 o] e 1 3 P4, 7E sh i il vp &2 #5835
JPVEH™  SRIMTABFIT & B, % KLK1 7K B 3
R 2250 5 500 & A Y, I3 KLK1 K
J& CAD 1776 FIVRR BE A /LA 7> il 2% 7k
FKLK1 FHIER SRS ML R AR K &
WFFEAEIG 1) %F B o 2 B0, KK i DR 3R 4 g L 22 S
HE 242 X KLK1 CC J&[H A1 5 NSTE-ACS & 4=
HEH(OR=3.152,95% CI; 1.077 ~9.230, P =
0.036) . PIKFRATINA KLK1 855 56009 19 & A2 &k
A K, RASREY KIN, b B e o 28 S 5L
W%  KLK1 KRR, SYNTAX-IT W43 1% i Tt
1 (P<0.05) , 75 2 3R AR 40, L KLK1 K5
SYNTAX-II ¥ 43 B B A 3¢ (P<0.05) , AW 584
ACE DD 5 KLK1 CC #:HBEA 5 , % X — 5 A i
WESZ(B=10.031,P<0.001) ,

HIFIAZR A I R 6 T AL (14 20q13.
11-13 B IA RS20 I 55 8 I B e B TR B T2 4
A1 I PR 40 NS LA et T
it PCR-BR#IME Fr Be B2 284 & 8 PTGIS C1117A
25 O WUEFE KA A7 5, CC 5 K AL £ 5
R —Jgife o R R A B 5 & BRI A R A
BT rs5629 K DA AU TR O WLAS FE 40 L TF 5 41 B DL
(P=0.003) ,CC H: AV AT G S H B C UBESE R 15t
FEhiin > ABFIE &, PTGIS 3 BT R 7597 5] 21
A AR ) 22 A ge it 27 3 3, H GG 3k [ A AE A
XS BRI A AE 25 57, R ALE L AR DU A B, PTGIS
GG 3 [H B R E 38 1 2% A= ek 0 95 9 XU . T 7 K
KLK1 f1 PTGIS Bt & Ja & & PTGIS GG 5 KLK1
CC .ACE DD X finsek. Lo KU A7 AE A BAEH . IR
BRI PTGIS H&H Z2 45 1 5 5 R o) ks 28 7™ &
TR KB, (HAMIE & KLK1 TT & PTGIS TT
7Y 5 NSTE-ACS 7 f ) Gk, #E0 PTGIS TT %
PRI TR ] R DU A & AR 2 et ik 2 B AE A P47 T
% ,15 KLK1 TT AW FEERH ., HETRERNZE
PELE TR I TR 5T 18 /0, & SRAT 75 i — 25 5%
FBAIE

gi ik, ALK UE T ACE 1/D i [F AU F
KLK1(rs5517) 3£ K %1 5 NSTE-ACS A X Hk, ACE
DD JER AT KLK1 CC F [H A3 il NSTE-ACS 1)
f& b ,ACE DD & KLK1 CC iV % 5 5 Jik 95 4% /™
FEIEmAEE, I & KLK1 TT & PTGIS TT WAl
A HERAR LU AR EE DU N NSTE-ACS S5 Y B e
SR, ABIF T AFAE— 2 JR B, REAS it e /0 1T B 2 il
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