+ 30 - PJCCPVD January 2019, Vol.27 No.l http: //www.syxnf.net

- BFE -

ARMEER TEELFEE MR EE FH L.,
MiEAEEAMEXEEE A2 KEFEURES
BARBIAKIRE R ERIX R

jl]@]}a’ }%Rﬁ}’\’ ;‘—éij’i’ éiiﬁa EEJ‘%—:‘W]]’ 7}%%‘%‘:’ g\—’ﬂ‘fs“;’ }‘%/ﬁﬂ_

(WE] HF MKFERERER (Hey) . MUEIEEAMSCHEIEE A2 (LP-PLA2) /KFR56. 0 9 fE
Z, {HII3K Hey. I LP-PLA2 /K- 556k 0o 47 LB R SO R S 2 R I OC R G A . BB 0
AN AT O R LK Hey . ML LP-PLA2 KFAEAL, IFRITH SRS IR AR C R . Ak R
2016 4F 4 J]—2018 4F 8 J] BAL AR Be O WRHBGA BT O S 252 ], & BRI AT oo A 4158 i (eI
JE) . B 130 ] (AEFPIBIMIE ) o C 40 64 5] (SABIIE) o Hed 3 L —fevort (Rt . i KB
(BMI) J . LB Aieds | M (HbA, ) | B8 C R E N (hs-CRP) | EHERE (TC) | =Bt
Hl (TG ) | @ BN EE R (HDL-C ) RSB LR 8 R R ( LDL-C ) | 2R E ) A (ApoA ) . #FH 1 B( ApoB ) |
B (a) (Lp (a) ). If3E Hey /K. 1L Lp-PLA2 7K | | Gensini #1435 I3 Hey., ML Lp-PLA2 /K5
T O R BB AR AR G 73 B R ] Spearman BRAHDC AT . ZICRAEIMIA 34T, 1L Hey ., IL7 Lp-PLA2 /K
B LR A S S R Gensini BUTHIAHSCHE S MR Pearson AHOC/MT . ZoCZetE I /30T, S8R (1)
3AMEMES . 4EH . BMI. HbA,.. hs—CRP, TC. TG, HDL-C. LDL-C. ApoA. ApoB. Lp (a) . Ifii3f Hey 7K.
Gensini BUP L, ZRTHIHAE L (P>0.05) 5 CALUBHIMNGE LP-PLA2 ZKF#T AL B4 (P<0.05) o (2) I
Hey /K- LHBRCTTRARTEAZ TCAAEHRARL . AHOCHE T4 R s, G LP-PLA2 7KV 56 Ui J 3 11
T (r=0.26) . Gensini Fl43 (r=0.03) RIEAX (P<0.05) ; ZICEMERINAHTEE IR, M3 LP-PLA2 K75
SEE R FE A ISR A ( B=0.001) . Gensini B4y ( £=0.001) RIEHIE (P<0.05) o &iE FEA A MR E
A IR ML LP-PLA2 /K5 THA AL . AR MR, L LP-PLA2 K5 560 85 1 S
FEBGEIRBPRFR AR S IEASC: M3 Hey /KPS 008 84 MR BB HE ., IR SIIKPeAE B T AR, T
AR 5 56 s SR TR Bl ke s R B TE A G &R

(XA JEom; MWEERTE; FARREPEAR; IREAHCBIRE A2; DRIk

[hESEE] R5414 [ XEARIRFE] A DOI: 10.3969/).issn.1008-5971.2019.01.007

XU PH, R REK, 0%, 2 AR I O A U R R =R . LTS AR 8 F A OSCBRIR 1 A2 7K
AR B AT TR S PR R EE R OCRWTFE [T ] . SOl L2455, 2019, 27 (1) : 30-35. [ www.syxnf.net ]

LIU XY, TANG L Q, FAN W M, et al.Changes of plasma Hey level, serum LP-PLA2 level in coronary heart disease
patients with different circadian rhythm of blood pressure and their relations with severity coronary stenosis [ J ] .Practical Journal
of Cardiac Cerebral Pneumal and Vascular Disease, 2019, 27 (1) : 30-35.

Changes of Plasma Hcy Level, Serum LP-PLA2 Level in Coronary Heart Disease Patients with Different Circadian
Rhythm of Blood Pressure and Their Relations with Severity of Coronary Stenosis LIU Xiangyang, TANG Liangqgiu,
FAN Wenmao, LI Aihua, PANG Jungang, YANG Lijun, HUANG Zhihang, FENG Yingjun
Department of Cardiology, the People’ s Hospital of North Guangdong, Shaoguan 512026, China
Corresponding author: TANG Liangqiu, E-mail: TLQ_55048@sina.com

[ Abstract] Background Plasma Hey level and serum LP-PLA2 level are risk factors of coronary heart disease,
but relations of plasma Hey level and serum LP-PLA2 level with circadian rhythm of blood pressure and severity of coronary
stenosis are not clear in patients with coronary heart disease. Objective To analyze the changes of plasma Hcy level, serum

LP-PLA2 level in coronary heart disease patients with different circadian rhythm of blood pressure and their relations with
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severity of coronary stenosis. Methods From April 2016 to August 2018, 252 patients with coronary heart disease were
selected in the Department of Cardiology, the People’ s Hospital of North Guangdong, and they were divided into A group ( with
dipper type blood pressure, n=58) , B group (with non—dipper blood pressure, n=130) and C group ( with anti-arytenoid
blood pressure, n=64) according to the circadian rhythm of blood pressure. General information (including gender, age and
BMI) , laboratory examination results ( including HbA,., hs-CRP, TC, TG, HDL-C, LDL-C, ApoA, ApoB, Lp (a) ,

plasma Hey level and serum Lp—PLA2 level ] and Gensini score were compared in the three groups; Spearman rank correlation
analysis and multivariate linear—regression analysis were used to analyze the correlations of plasma Hcy level and serum Lp—PLA2
level with circadian rhythm of blood pressure in patients with coronary heart disease, meanwhile Pearson correlation analysis and
multivariate linear—regression analysis were used to analyze the relations of plasma Hey level, serum Lp—PLA2 level, circadian
rthythm of blood pressure with severity of coronary stenosis in patients with coronary heart disease. Results (1 ) No statistically
significant difference of gender, age, BMI, HbA, , hs—CRP, TC, TG, HDL-C, LDL-C, ApoA, ApoB, Lp (a ),

plasma Hey level or Gensini score was found in the three groups ( P>0.05) , while serum LP-PLA2 in C group was statistically
significantly higher than that in A group and B group, respectively ( P<0.05) . (2) Plasma Hey level and circadian rhythm of
blood pressure are not coincident with the condition of multivariate linear—regression analysis. Correlation analysis results showed
that, serum LP-PLA?2 level was positively correlated with circadian rhythm of blood pressure( 7,=0.26 Jand Gensini score( r=0.03 )
in patients with coronary heart disease, respectively ( P<0.05) ; multivariate linear—regression analysis results showed that,

serum LP-PLA?2 level were positively correlated with circadian rhythm of blood pressure( 8=0.001 )and Gensini score( 8=0.001 )
in patients with coronary heart disease, respectively ( P<0.05) . Conclusion Serum LP-PLA2 level significantly increases
in coronary heart disease patients with anti—arytenoid blood pressure compared with that in coronary heart disease patients with
dipper or non—dipper blood pressure, and serum LP-PLA?2 level are positively correlated with circadian rhythm of blood pressure
and severity of coronary stenosis in patients with coronary heart disease; plasma Hey level is not linearly correlated with circadian

rhythm of blood pressure or severity of coronary stenosis in patients with coronary heart disease, moreover circadian rhythm of
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blood pressure is not linearly correlated with severity of coronary stenosis, too.
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Table 1 Comparison of general information, laboratory examination results and Gensini score in the three groups

] s 5] AR BMI (xzs, HbA,, _hs—CRP TC (x=s, TG (x5,
(FB140) (x+s, F) ke/m®) (xxs, %) (xxs, g/L) mmol/L ) mmol/L )
A4 58 45/13 622+9.1 24.6+3.4 6.1+1.3 0.61 +1.48 4.40 +0.98 1.55+0.76
B4l 130 90/40 612+93 25.1+5.1 6.0+ 1.0 0.92+2.13 471115 1.64 +1.09
c4l 64 50/14 625112 247+39 6.4+14 1.14 227 4.56 +0.88 1.57 £1.05
F(x)ME 1.202" 0.446 0.200 1.456 0.874 1.829 0.217
Pl 0.302 0.641 0.819 0.235 0.235 0.163 0.805
1 ~ HDL-C _LbL-C ~ ApoA ~ ApoB Lp (a) ~ Hey LP-PLA2 Gensini F17p
(x+s, mmol/L.) (x+s, mmol/LL) (x+s, ¢/LL) (s, g/l.) (F+s,mgL) (x+s, ng/lL) (xzs, pgL) (Fxs, 57)
A4 1.07 +0.21 2.81+0.92 139+031 0.86+023 18.87+21.89 149+57 2358+ 1154  41.8+320
B4 1.15+0.26 3.02£0.91 137+026 087020 22.60+£2234  164+11.8  2509+118.6" 433342
C4H 1.10+0.28 2.92+0.74 1322030 0.86+0.19 22362202 15.6+5.6 208.3 + 123.1 47.6 +42.6
F(x*) 18 2.302 1.158 1.099 0.062 0.581 0.545 4.759 0.443
P 0.102 0.316 0.335 0.940 0.560 0.581 0.009 0.642

T BMI= 54k, HbA, = FLIMLTEE 1, hs—CRP= M8 C V&, TC= BHREEE, TG= =FHh, HDL-C= % NG & AL E R,
LDL-C= {RZ NG AR R RS, ApoA= ZRIEHE M A, ApoB= BJEE B, Lp (a) =8&EM (a) , Hey= [MBEPEERR, LP-PLA2= IR FIAHCHE
GG A2; 5 CHAH, "P<0.05; "N x*E
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Figure 1 Scatter plot for correlation between ApoA and circadian rhythm

of blood pressure in patients with coronary heart disease
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Figure 2 Scatter plot for correlation between serum LP-PLA2 level and

circadian rhythm of blood pressure in patients with coronary heart disease
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Figure 3  Scatter plot for correlation between serum LP-PLA2 level and

Gensini score in patients with coronary heart disease

o
150.00 1
o
— Q o
&
Z 100.00 -
&
E‘[é
E
2}
£ 50.00 4
&}
0 -
0 100 200 3.00 400 500 6.00
TG ( mmol/L)
e TG= =W H

4 TG 5 B Gensini BUMHISCIE I HUS &
Figure 4 Scatter plot for correlation between TG and Gensini score in

patients with coronary heart disease

0.42X,+0.002X4+0.05X,+0.20Xs,  Ifil % LP-PLA2 7K
-5 56 0 6 L Gensini BN 5 1E A1 26 [ 8=0.001,
SE=0.000, B’=0.201, t=2.736, P=0.007) .
3 itig

SEECN I FE 22 o I DR 5| A e bR sl ks R A Ak B B T
A S B AR Bl KR 2 B P41 € . Hey R IfiL/INAR
PIRTFI R A i T, S T 0 1/ N P Rz A K TR
T, [ SEUNAE N R AN RER, 51 sh kR A fE
b, sERR I/ MRINRE, fEEMARTER " LP-PLA2
FE AR KA, RN . T b 20 A A5 g M A
[ 445 FH 5 76 20 [k R BB AL IRE Bl R PP vh 2 ), Hok
A MLRAGH 5 r i Z g A2 e 2k sh ko BE il AL BEE e
JiETIO SR R A B B b A — o TR B i N
TR SRR AR L LP-PLA2 T



.34.

I AN R BRI B, 5 & O A ik, fd)HE
I H A e T (e) I ARG, E A R = 2 LA ]
IR A e 3 I S 0 sh s O, AEAN IR I AN
FIFE L g ML e A S 8 . MANCIA 2 0
WSR3 55 T S804 R M AR, i s
N AT RE A0, dE T Bl ik AR AL

AR SRR, C4EH M LP-PLA2 /K
T AL BAL, ULIAPEA A L B 560 9 2 3 I3
LP-PLA2 /K& FAEAFDE I . JEFIE I e (1 e o0
WA ZIoCEkMERIE TS R B, i LP-PLA2
IR 5568000 HB 3 ISR ST L Gensini B0 52 1E AR
X, PR IMLTE LP-PLA2 /K550 05 85 Il B %1y
H: & Gensini BUMST ARG, I RBR ELEER H 259005y
SEE L R I HE BT S R i el s ks 7 AR B 1
W] L3 2o )42 PR AR I35 LP-PLA2 /K F i ik 247 H
(9, I LP-PLA2 7KV REAR IS 48 Pk 52y K AR 3 Jikooks
FEREALVE DL SS 1k, DR IESR M AT THYE, oo ofn g
PE, iR ERCTT G T IER .

AWFFE IR & BRI Hey 7K - 5 560 0 H8 3 1M
FEB W HELGER IR ERE R HEME LR, 5
LIU %W 2=rr 7 R Y BRie A — B
SRR ATREIN R . (1) BEAREARR; (2) A#F5E
AN BE BT EAIANRSE , IR E IR S ke A
RECU BokE, W, M3 Hey KF 5 56006 8 %
I AR AR A B R sl o A8 R 8 1) 6 R A T it — 2B A
FEUESE ., [RIFASBIFFE A S 0 1 4 e 45 e o R 2
Gensini UM CHLAM IR, Sigrl & e WFFE 4k
AN—F, o HIREE AT RE SR RAREA , AR5
AEXT G MR, Bl B AR 4l
TR A IR MRS . Fik, MEER S B S E00m
B TR B RO A R 1 5 R AT E— 2B BIFE IR SE

ZE FRTIR, A AL B 76000 R IS LP—
PLA2 7K FAEA AERIE | A IR A 5000 R
IML3E LP-PLA2 /K155 5680095 S8 4 I s 7 19l B etk
B AR S IE MG 1% Hey ZKP-5 7600000 £ 34 L
R RSO A R B TC A GG R, I
FRASE R 5 e O B A IR S OBk 7 A R TE EL R AH
K FA, e PR AT 8 A A L ¥ LP-PLA2 /K - i 40 A5 1
At 6 Uo7 R I AR T R ROk S o S R s {Heh
TABEGE N A L9 AN 5E 412 A H AR Y
MESEATAYIE, g REE ST KA R it — 2
Lvallos

HF T &, B RTINS %54
TSR R TAT T 2@ ra . R R R RO R
e, FEAE RER ., HAE. HIMA TR
oy X EA R rAE ERE ARE B X R LR AR

PJCCPVD January 2019, Vol.27 No.l http: //www.syxnf.net

B PAKHAT S R F AR, AL F IR
AL A B R

SE Wk

[1]LIUC, YANGY, PENG D, et al.Hyperhomocysteinemia as a
metabolic disorder parameter is independently associated with the
severily of coronary heart disease [ J ] .Saudi Med J, 2015, 36 (7):
839-846. DOI: 10.15537/smj.2015.7.11453.

[2] FENG L, ZHANG C, NIAN S, et al.Screening for suspected
coronary heart disease in patients, using integrated serum
biochemical indices [ J ] .J Epidemiol Community Health, 2016,
70 (2) : 195-201.DOI: 10.1136/jech-2015-206357.

[3] A, #ms, skEs, 45 . K FAR L A K7 5840 5 i
JE 5 S o L/ SR LA A LA B OC R IESE [0 ] . ST
M B o 5 2 L 2018, 26 (9) ¢ 20-24, 42. DOL: 10.3969/

J.issn.1008-5971.2018.09.y02.

(4] 0ImBa, JFRAK, 0%, 55 . w0 R e IR 0o A 1A 5
PR | MU SRS BRGNS [) ] . A E SRy,
2017, 12(2), 1-3.DOI: 10.14163/j.cnki.11-5547/r.2017.02.001.

[5] POKHAREL Y, SUN W, POLFUS L M, et al.Lipoprotein
associated phospholipase A2 activity, apolipoprotein C3 loss—of-

function variants and cardiovascular disease: The Atherosclerosis
Risk In Communities Study [ J ] .Atherosclerosis, 2015, 241 (2) :
641-648.DOL: 10.1016/j.atherosclerosis.2015.06.033.

[6] KLEBER M E, SIEKMEIER R, DELGADO G, et al.C-reactive
protein and lipoprotein—associated phospholipase A2 in smokers
and nonsmokers of the Ludwigshafen Risk and Cardiovascular
Health study [ J ] .Adv Exp Med Biol, 2015, 832: 15-23.DOI:
10.1007/5584_2014_6.

[7 ] 22000F . AR e R B A AL S i R B AR i G &R [ ).
BEEfE R (BRFD) L 2010, 23 (6) : 1833-1834.

[8]5%%, W, Sed:, 4. WZENERR ., i c i A&
JHEANER C R FUAHDCRERR TS A, S O RAHDCHE [ ] )&
P2, 2014, 35 (14) : 2253-2256.D01: 10.13820/j.cnki.
gdyx.2014.14.046.

[9 ] TRUFIR . i P RS 12 W 1 i 44 KR o —— [ B JUE 9 2 2
AL /S TLAE LS R i 24 e e e U R Sl [0 ]
SN2 OB, 1979, 5 (6) : 365-366.

[ 10 ] GENSINI G G.A more meaningful scoring system for determining the
severily of coronary heart disease[ J ].Am J Cardiol, 1983, 51(3):
606.

[ 11 ] KAROLCZAK K, KAMYSZ W, KARAFOVA A, et al. Homocyst—
eine is a novel risk factor for suboptimal response of blood platelets
to acetylsalicylic acid in coronary artery disease: a randomized
multicenter study [ J ] .Pharmacol Res, 2013, 74: 7-22.DOI:

10.1016/j.phrs.2013.04.010.

[12] NAUREEN A, MUNAZZA B, SHAHEEN R, et al.Serum
homocysteine as a risk factor for coronary heart disease [ J ] .J Ayub
Med Coll Abbottabad, 2012, 24 (1) : 59-62.

[13] ZHANG D, CHEN Y, XIE X, et al.Homocysteine activates



SO B i L A 24 5 20 194F 1 H 55274555 1] BERMAE: hitp: //www.syxnf.net . 35.

[l 268 42 HA 2 14 e o s O 35 I ] = A 32
MES T, A, dm ], kO

[BE] BE DLEWOiERR IR 2T ot B8, 2% A 0E A SLRLEE IR 7
55 CIRAERARTRYE , U Rl 4 Lo v O s N R A 2 L BRI da 20 oMo O i 3%
MR, FiE  EI2015 4F 1 H—2018 4F 5 JJ A “Magpe] . AR . WA Wit T M A BB B Kot M T i 2 fa fgk
W5t 14 B 246 2 WA L ek e OO R 112 BAVE A B2, e BB Il 30 v Tl N R B 5 B v T 1 4 (e B A ARG, L 1) Pl 4
WL 174 IFE AT REZH . AR ZH A28 — ok (S AFIS . PRITRE ( BMI) | MRS | Pl sl | e i s o2
BRI RO AR . ERUERE & RO AR 2 ) | SRR AR (AR AR ERE (TC) |
SEEH (TG) | IR ERREAHEE: (LDL-C) | &% EIREAHEE (HDL-C) | “FHm/ MR (MPV) | il
AP TERE (PDW) ), FEI48 S 2 Ve O A 52 DR 3R A0 R FH 2 TR Logistic AT, &R W25 4F
. BMI, TKis . TG, HDL-C [b4, 2R G2 (P>0.05) 5 A2 RE WL . Sl e . Bk s
s REFCIRFE L . I R A I ABA SRR . TC. LDL-C. MPV., PDW [b#, ZFA5IT#E X
(P<0.05) . ZHE Logistic MIAFrEs R BN, MR L (OR=1.536, 95%CI (1.077, 2.136) ) . REEOIRE
%t (OR=3.815, 95%CI (1.495, 9.736) ) . & RIAE B (OR=1.081, 95%CI (1.013, 1.153) ) . TC [ OR=1.229,
95%CI (1.052, 1.435) ) . LDL-C [ OR=1.027, 95%CI ( 1.004, 1.050) )} . MPV [ OR=2.787, 95%CI ( 1.876, 4.141) ] .
PDW [ OR=4.323, 95%CI (2.186, 8.551) ) WL WL L LM 2R (P<0.05) o &8 BERwR L
BB SEORAES . ERALEE. TC. LDL-C. MPV, PDW 248 230 Lot i o (0 sr S (R 25

[k8iE ] dm; B2, aobk; EmEEr

[FESZ%EES] R5414 R71151 [ X#k4RIREE] A DOI: 10.3969/).issn.1008-5971.2019.01.008

XUART, sy, X006, % . Btk R r e R R B [T ] . AL s 2, 2019, 27 (1) :
35-39. [Www.syxnf.net]

LIUDS, HANH L, LIUN, et al.Influencing factors of coronary heart disease in perimenopausal women [ J] .Practical
Journal of Cardiac Cerebral Pneumal and Vascular Disease, 2019, 27 (1) : 35-39.

1.061001 {/Jb4g 1 M T AR E RO R 2.061001 JdbA M T HLh @B R 3.061001 T[I6A8 1N T i 2l PR Be Ak Rl
EAEVEH : XZRTE, E-mail: 119d8s3@163.com

vascular smooth muscle cells by DNA demethylation of platelet— [ 18] kB, 25, BRLL . BTG AR A VT B A A ff i 2 S -t

derived growth factor in endothelial cells [ J | .J Mol Cell Cardiol, AT e I I 2003 Ik B R AR 3 1T R A AR B s B 1 SR 2R

2012, 53 (4) : 487-496.DOL: 10.1016/j.yjmcc.2012.07.010. FIAHSCTERR G A2 A5z [ ] . S5 O M il i 4505 2% 5
[ 14] FERGUSON J F, HINKLE C C, MEHTA N N, et al.Translational 2018, 26 (10) : 32-36. DOI: 10.3969/j.issn.1008-5971.2018.

studies of lipoprotein—associated phospholipase A2 in inflammation 10.008.

and atherosclerosis [ J ] .J Am Coll Cardiol, 2012, 59 (8) : [19] 4k, SIKTR, T3, 5. shas i W i A A A

764-772.D01: 10.1016/j.jacc.2011.11.019. LR [ 1] . A E I E 2 3, 2015, 23 (8) : 727-730.
(151 RS, 2R, XUBA . IR A SCPERERE R A2 5500 Y DOL: 10.16439/.cnki.1673-7245.2015.08.010.

WEFRECR [T ] . P ERIE AT 2Ry, 2012, 4 (3) @ 278- [20 ] MANCIA G, PARATI G.The role of blood pressure variability in

279.DOI: 10.3969/j.issn.1674-4055.2012.03.034.
[16] YANG L, LIUY, WANG S, et al.Association between Lp-PLA2

end organ damage [ J | .Hypertension Suppl, 2003, 21 (6) :
17-23.
and coronary heart disease in Chinese patients [J].JInt Med Res, [21 ] Alse, E28, XU, 2 ShOe AT MR R ik 2o
2017, 45 (1) : 159-169.DOI: 10.1177/0300060516678145. A 5 R R B C B9 ()] . LG A RHISE. 2016,
[17 ] BONNEFONT-ROUSSELOT D.Lp-PLA2, a biomarker of vascular 14 (12) : 1075-1079.D0I: 10.3969/j.issn.1672-5301.2016.12.006.
(ki FHAT: 2018-10-06; &M A T: 2019-01-18)
(ARl XIHi5E)

inflammation and vulnerability of atherosclerosis plaques [ J ] .
Ann Pharm Fr, 2016, 74 (3) : 190-197. DOI: 10.1016/
j.pharma.2015.09.002.



