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HH: # AR B AX S S ik 45 & 1iE (acute coronary syndrome, ACS) T FIAHICHE . 5% BB
£7 H2016E65~2020586  H B R¥MBER SR K S EH 3915, FIIMET187, K EER
BERREBROBMLES RFGSH. HHNE2EBERREE, XM2HRER. HH. FEE. n
. fp. MAR. GensinitP3r53E#EATHLE, R B ER K Z FEELogisticEA2HTACSTHE HIAH KGR
FH&E. [ Spearmanti<tt 48 E HA S5 GensiniiF) (R ML E CEEE)Z AKX R &8
R B B AVK 5 7 KL 7™ B AR B A A S (r = 0.119, P < 0.05) .. Z K K LogisticE TR FIBZRE R
JEER, BERB. FREBANACSEE BURAERKORIMEAS RFMFMILAEREREP < 0.041 OR
1.1761 95%CI 1.023~3.034; P < 0.002 OR 1.002 95%CI 1.001~1.003). £if: FEEAAS KM E R
EREEIEMERME, HEESANRERRFSRACSTEA RPMEREER.
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Abstract

Objective: To investigate the correlation of lipoprotein A with prognosis of acute coronary syn-
drome (ACS). Methods: A total of 391 patients with acute coronary syndrome from June 2016 to
June 2020 in affiliated Hospital of Qingdao University were collected retrospectively. The mean
follow-up was 18 months, and the patients were divided into groups whether they had clinical
cardiovascular and cerebrovascular adverse events again. The clinical data of the 2 groups were
collected, and the age, sex, body index, blood pressure, blood glucose, blood lipids, Gensini score of
the 2 groups were compared. The risk factors related to the prognosis of ACS were analyzed by
univariate and multivariate Logistic regression. Spearman correlation was also used to analyze
the relationship between lipoprotein A and Gensini score (coronary artery severity). Results: Li-
poprotein A level was correlated with coronary artery severity (R = 0.119, P < 0.05). Multivariate
Logistic regression analysis after adjusting showed that diabetes mellitus and lipoprotein A were
independent risk factors for recurrent clinical cardiovascular and cerebrovascular adverse events
in ACS patients (P < 0.041 OR 1.1761 95%CI 1.023 - 3.034; P < 0.002 OR 1.002 95%CI 1.001 - 1.003).
Conclusion: Lipoprotein A is positively correlated with the degree of coronary artery stenosis, and
both lipoprotein A and diabetes mellitus are independent risk factors for prognosis of ACS.
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1. 3]

MR K Z% A AE(ACS) A2 F8 TR AR B K P9 AN PR 6 A IXE BRB 28 Bl B 42 40k 3 5 IfL A TV B T 2 3501
EE%‘T&%}%EQE%E, M T ST BHf = AL WA BE(ST-segment elevation myocardial infarction, STEMI). JF
ST BEt#f =i &L 0 LA E (Non-ST-segment elevation myocardial infarction, NSTEMI)F1AS £z e & 0> 25 95
(unstable angina, UA). Jf H ACS WIAR RN RE =Ko BFREMAL2R TR RIEL T 4. Hil
Xt ACS ¥6TT AR EIRKISRTE, Hltn: JEBKIAE AR ki s SRR SR %, KRR
FEToE, HERTX ACS UG BB TAE, EFSHES. MEEELE ACS M EmL—, AMTHKE
FE NG R A AR, (HIE X IR SR a BIAABAEAWTE S, AHARR, BEE a 23hkke
TR 0 I 25 (ASC VD) A S S (R -, X BRI o] B (R BTk RERE AL . (2 i AR T ORI i 41 4t R
ERARSEAEL] (2] BERAZATHRZR 2O TUESE3] [4] [5]. AR —PRANEEA a5
ACS BEMGHIARME, ot HERE R, FRNRZBED a 5k ™ =T BRI KR .

2. MRFEE

1) MR
[ IERE 2016 45 6 H 2 2020 4F 6 A KA M 8 BB 2335 391 5] ACS 34, Nk # 5% 2014
S LRI 2 Bt /9 o IE o P2 (ACC/AHA) R G [6]. HERRFRAE: ™ H S DhREREAS . BPEMyE . @&

][l
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Y H BRSNS R . RERHRORAE ORI AN RFEM 2 o KRR OHIMEF4N 1
21286 By, FERAECIME F A 2 4105 B). AR ERACEZ B S, BRESEERZE D,

2) Jiik

etk 2 LEBE I ER] . FERS . BMILL WM. D0 Gensini PR3 LT 4 R B2 LG 511 PR %8 )
L B E INARAE: Ui > 140 mmHg, F/EEFKIE > 90 mmHg; FEIRIFISW, =753 [EBE R
2 (ADA) IR B PR i 22 (EASD) ISR 7] i je Bk L8 i 81T Gensini ¥4, PR ARAEN:
Xk SCORAR BN KR AL B AR AR FE AT e Ve, B SRR IR A RE FE I B ARV 4y, R EAR < 25%it
1445, >25%~<50%11 2453, >50%~<75%1it 4+43, >75%~<90%t 8+47, >90%~<99%it 16+53, 99%~100%
TH 3245, ARSIk SCH e R4 008 2 FETAMWEAE < 5; ATk (LAD)WZ: i
Btox25, B x 1.5, mB x 1; XHAIOHRA: D1 x 1, D2x0.5; ARBELLCX)RAL: i x2.5, 4
G <1, mB <1, RS <1, JFEMSC < 0.5; AIRENKRCAYHRAE: . f. mHEREC < 1,
KNG 24 h WIB RS AN R KL, BT R A IERE R, H =88, %35 & (B H [ B2 (LDL-C).
o 5 FEE I A 1 JIE [ B (HDL-C) S 25 11 a S5 A6

FRRAOIKILEA RFAH(MACCE), MR RARSM, O3 FRLEH. FROIMEE. &
PR JJ 20 BRI 2 oM BRI T A T

3) giite

KA SSPS 25.0 HAFHAT G WHEVRMER P, R ESRR: R EEME R
~s VHECEORMA TR EL SR R U758 Spearman AHSGPE ST IEEE 1 a 5 Gensini P43 Gt ik L 7™ HFR A
MRS SRR 3R & 2 K3 Logistic [EIVAS ML/ HT ACS B35 T Co i LA A R 44 1 A % fe e A
#. P<0.05 hERASRII R L.

3. 58
1) P 2E 8 PR VORLRI LS /K P e 1.

Table 1. Baseline data of patients in both groups
1.2 HEEELEN

mn e Hk GE BMI WA R IR W PRI

- 1, %) (%, x+s)  (kg/m’, x=*53) 1, %) il %) il %) i, %)
1 286 219 (76.6) 60+ 12.0 25.0+3.1 174 (60.8) 191 (66.8) 123 (43.0) 226 (79)
2 105 76 (72.4) 62+10.7 25.4+3.6 68 (64.8) 77 (73.3) 36 (34.3) 71 (67.6)

gn B TG TC HDL-C LDL-C Lpl[a] Gensini ¥4

- (mmol/L, x £ 5) (mmol/L, x +5) (mmol/L, x £ s) (mmol/L, x + 5) (mg/L, x +5) (4rs x=£5)
1 286 1.9+22 48+13 12404 29+1.0 326 +312.1 54.0 +36.7
2 105 1.6+0.8 45+1.0 12402 2.8+0.9 321.54289.9 60.1 +41.3

1: ERACHMERRFHEH; 2: BFROHKIILEASRFMH; TG: HM=F; TC: BHMEE; HDL-C: =% EME&EAMEEE:; LDL-C:
KRR R GBS Lpla): AREE A a.

2) BEE A a S5k ™ HE AL E (Gensini PF47) 2 AR R .

Wz 2 s, WBHREA a 5 ki ™ EREE (Gensini PP HHATH ST, SR ER: P=0.027,
Wt R VREE a K EEMKMERERE ML SR IBEA a ACPESRESE, alki ke izag
TR . PTVENIG R TRINFE RS, T A AOAS R e ik I 17
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Table 2. Correlation between serum lipoprotein a and Gensini score

2. MEEEA a 5 Gensini T I MER

Lp-a (mg/L) gensini {43

FHR R 1.000 R=0.119"

Lp-a (mg/L) )
Wi/ Rh Sig. (W E) . P=0.027
/K2 Rho

K REL 0.119" 1.000
gensini P43

Sig. CWR) 0.027

P 7E 0.05 ZLHICWE), ML

3) ACS B FRA REMF AR SER A R 2 A3 Logistic [81J3 734

Table 3. Multivariate logistic regression analysis of risk factors associated with poor prognosis of acute coronary syndrome

3. AMEKGAIES RMGENEXERERIZER Logistic EYASHT

95% B (5 X H]

B FrifEiR 2 Ward & B H P OR
TR R
TERE 0.021 0.012 3.087 1 0.079 1.021 0.998 1.045
Bl PRI 0.566 0.277 4.165 1 0.041 1.761 1.023 3.034
i —-0.284 0.282 1.020 1 0.312 0.752 0.433 1.307
e 0.249 0.263 0.893 1 0.345 1.282 0.766 2.147
TG (mmol/L) -0.125 0.127 0.965 1 0.326 0.883 0.688 1.132
Lp-a (mg/L) 0.002 0.000 9.688 1 0.002 1.002 1.001 1.003

TG /& H il =F8: Lp-a =2/HEH a; ORZHALL: B 2EHRE.

TERIEIRZ N R LR Wow, B AERS . MR s, e, Ml s s Him=F. fR&EH a KF
AT Z RN, W% 3, SR ER: FERW fEE A a (P <0.041 OR 1.1761 95%CI 1.023~3.034; P < 0.002
OR 1.002 95%CI 1.001~1.003), #E R L. f5E A a KF5 IR EAEIRROMA R F42 1 Z 5 A S
2R BE52, TBEA a KBS LR LA ACS BEEHAANREHHIMIERRE. X5
DRERTIWIRE ST I
4. W

NEEE 1 a J& B IG5 I 2 1 AL ] A R0k A 2815 25 1 afapo(a) JAH R — 20T, SR KT AIE A,
BEERZ R AL, ERAEIAW. BNEEE R — D HaERMEIERSEH, FED a k2
A EF LM, JUFAZIRE . AE S E RO, FE BT R RS T LR RS 73 = ]
DIPRHEA FHIIZR R ([8] [9]o FRRBERF L, BT IEF A RENENIMEFRRIL, TEEE a AMUBR
BNKHFEREACE COEE i 26 iR B SR DR 25, TR SO 1 i I IURE 5 4 1tk = B ks 72 . e ik
MEFF(CVD) SBHIKBEPIE BB P A EEAEH . RO ZHOER RIS RES a 15
W KT AT BE LA SR AR B 1 R G Bh B SR R AL LR O LR ZE I R AE[10]. BT, ST AR a,
BAVZZH L EN . AT ERIEERN a /& CVD BERFRANK[11] [12], AL ZEH CVD
mfE R, JUHARE B AR A E R K, VA A R B RA, HIRg A 4. X A8 LDL-C Al
JEEE a ZHAEBEMAIEG G, NP u B SN E R R G E R R B bl )E, EEA a5
ASCVD AR R 2 (Bl 98 &

B a ACPAERIE 2 [0 BRI 25 . JEINSE B NP B EK T, Mt AMEEN a
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A ARG, X ATRe SERE D a Mm 2 BEA R[13] [14]. EREER e, HEEEE afEE
B b ARIE B A — bR AE R E R BT E . BT, SAE K/ ER S S G A EE15]. Fi, BEEA a K
P SRR M EEES A R AR[16]. Kang. H 171 %R, BREA a AlEHESLTE 33 ik
B4 ; Daniel T Z5[18]UESKE, HEER A (a)A2 2% A1 S0 M o JIE [ 2 IE A O I 587 2298 [ ST e B TR 36 o i L
BRI HRNEER a>300 mg/DIEWRZTT PA — e FIEM. AUAIUES, EIREA a>300 mg/l i,
BE KA ME FAR AT REME S =, SRkUL, MRS E a>300 mg/l B, K4 MACE KRRtk %R 1.2
f%(95% CI 1.1, 1.4, P = 0.005), KA 5IRA) Ik 82l fetE 2 1.2 £5(95% C1 1.0, 1.4, P =0.02) [3]. LA E
Ui B T A a X O VBB 1 R AR AT B T AR KRR, X A P (428 )t A S 48 5 o

ARWFFCAUESE T HEZENRER 1 a /K5 ek ok 10 38 7 B FE2 2 B E AR SR 1, X 5 22 AT AR A 9 A 2 — B [19]
[20] [21]. BEZSREE a KFEE, ATREMARER T BFH MR ILE R AR E. 5o, AR 7 HEL R
HE a /K ACS BFE TG MM AR FEER, #iise, ECRAECMERREFE Y, My
HE a fE—ERE LyvE TS, BRSNS A B AT Q. B TR 10 MU B0 R %
(AT et . X —BFFCEANUE R T AREE A a FEIGIR IV E RAEH, EXT ACS BFHE ARG AR KT8 S = L.
FyAh, REIRE FIET AU, B O AR O L SR TS R BUS A RO E . B, T2
B CVD RN IERE R B, FEEnEEL MRENER, TR ERARFFNRER. BE
Z, 1 ACS B, G3F0EIR, A RIREA a KPR, AR B TR A O I 0 I
RK, TEtkzE. Bk, RBFFRIER T RATEZ G RIER TAEF, RO MU & 2, 0o iE
FEE M a KFo F—Br iR IR E T a 25, MR .
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