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Abstract

Objective: To explore the relationship between non-HDL-C, LP(a) and the severity of coronary ar-
tery lesions in patients with acute coronary syndrome, and to provide ideas for the strategy of li-
pid regulation in patients with acute coronary syndrome. Methods: Patients diagnosed with acute
coronary syndrome and receiving emergency coronary angiography were selected from the De-
partment of Cardiovascular Medicine of the First Affiliated Hospital of Dali University from Octo-
ber 2020 to October 2022, and clinical data of the included subjects were collected. Results: The le-
vels of LDL-c, TG, TC, non-HDL-C, LP(a) were higher in the extremely severe coronary artery stenosis
group. LP(a), smoking, diabetes, hypertension, non-HDL-C, LDL-c and BMI were all independent risk
factors for elevated Gensini score. ROC curve showed that the optimal cut-off values of LP(a) and
non-HDL-C for predicting severe coronary artery stenosis were 21.25 mmol/l and 3.645 mmol/l,
respectively. Conclusion: Non-HDL-C and LP(a) are independent risk factors for predicting the de-
gree of coronary artery stenosis in patients with ACS, and the specificity and sensitivity of LP(a)
are stronger than that of non-HDL-C.
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1. 518

SR ARBN kR & ik (acute coronary syndrome, ACS)/ZHREIRBK P AEEE [ A A A BB A 2R B
JBE e 44k R0 A I A T T B B 1 O M SRR ML 2R AR . B RS BGE S AR T RS, ACS BB 1 Sk
TRACERIREE N %, AHR RN SO A RN R AR A AR ARt [1], e 5 54k
— 25 DL PRI O 9 0 1) N 3 A O o A G I LA S A B T A AR R R IR G A M ]
(low-density lipoprotein cholesterol, LDL-C), #RTi/RE B4 72 F T IO e KU, H T2 853,
LA M ARIC . B, LDL-c 3R H Bt LDL Bk RE [E B2 1 & & . ook, 78 i H il =g 1R
(TG > 200 mg/dl) & R f# AR, LDL-C 45t 7 # R I Fil45 [2] [3]. Btz 4, LDL-C [flivh
SRR, XFRETIRERILER, S EREMIEREAGE R TAE. WATR IR, JEm A R R R
F AE[E i (non high-density lipoprotein cholesterol, non-HDL-C)-5 7 IR 31 ik #5973 JRUS: FAH & 1 B LDL-C 5
3E[4]. T AE S H(a) (Lipoprotein(a), LP(a))iUsF >k #\ A e it i3k 20 ik ok A R4 % I A T72 B A A ST £ G PR
Z#[5]. Kk, non-HDL-C 1 LP(a)"fE5 LDL-C —Ffi& ACS 35 et R a0 ik 22 i v 78 T A 1= AR ST
MR, BAEIRIT non-HDL-C. LP(a)5 2tk Ik £r &1k 82 e ikops A8 = AL FE G &R, A ACS
BFAE— R RIT R G SR SR A R

2. BRATTE
2.1. HRIK
JEHL 2020 4F 10 [1~2022 4F 10 F RIS R A2 55— U ok L i o 65 PRI P2 7 2 M ok £ 25 5
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2.1.1. MNIREE

1) BMEEbke AL W& 2R ke SIEM 2T iR 2) Ar BB R IR kG A, 3)
Kok @ S TG 1A & .
2.1.2. HepriwifE

1) ARG AR TAE; 2) SIFMIR RGN H G et « e el 4 M o M g |
FEE T E R 3) i 3 NH EARARARZ Y .
2.2. IGRHBRIERE

WL EETHE 00 G S ARG PR W) oo I 785 A 6% DR 2R AT BR AT 93 5 IUVRAR S B SR AR b L TF AR D 3% 55
2.3. BRBNBKIFEREIEGIR

BT B T R sh kg B2, B S R BEZARALIES, KW > NEET. LRk,
KA SC S [BIBESZ A TR B IK . JE M2 . Gensini PR briE: SEAEFEE < 25%ic N 1%, 25%~50%it K 2
4, 51%~75%1tN 4 43, 76%~90%it 8 43, 91%~99%it N 16 4+, 100%itJy 32 4. TEAREh Bk A8y
BRI A3 T P o 7 B (B e AAH . 2R 30D M Gensini 5 & 1F4): A2 T3 5; miF&ESZir B 2.5, F1 B 1.5,

ROk 1; X5 D131, D23 0.5; [HjiestiiBeaf 2.5, HmBok 1; #igss. Ao, + . &
B B sCERe 1.

24. GHESRE

M FH SPSS26.0 4t it 2F 3 A Xt A B IEAT 48T . FF A IEA A0 BT R TR A BeAn il 2 R,
ANFFE IEA AR T R LR AL B DY o3 A7 (R FE 2R, T80 R s L E 0 B3k s, I 2 K13 Logistic
[E 5 M AT 2 AN A8 5 Gensini $E2 AR SSPE 04T« 221 LP(2) A1 non-HDL-C Tl ™ 5 560K 2 ik 48 1
ROC M4 HiH S e LA BT E
3. R
3.1. ARIERENKIEEIZE R MAEKEXTEE

R4 Gensini PE> AT UL 4 BN 0~25 70 FEESRAE. 26~41 Jp; EEERRAEY.
42~60 s MREEJERRAA: 61 4rUh b, HHATANIM AR KPR . SR ER: 44 LDL-c. TG. TC.
non-HDL-C. LP(a)/K-Fiim, Atk ZzE7A gt 2% (P < 0.05) (3 1).

Table 1. Lipid contrast of different degrees of coronary artery stenosis
F* 1. FEIERENBKIREIZE R MAS T

e BB AR R A ] AN N Xt 18 P1E
LDL-c(mmolfl)  249+099  258+093 2774095  309+098 15758  <0.001
TG (mmol/l) 206+153  215+174  210+167  2.33+177 1.050 0.370
TC (mmoll) 455+102  461+195  483+137  518+119 11732  <0.001
non-HDL-C (mmol/ly ~ 341+1.02  350+110  373+130  408+115 14004  <0.001
Lp(a) (mmol/T) 135 16.8 26.88 34.61 5023 <0001

(8.30,25.46)  (10.23~35.77)  (12.63-48.25)  (15.20~64.86)
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3.2. BRENPKFERERNERF Logistic EVA5T#r

CLEEIR Bh kB A5 FEFE AR NIR AR &, KRR 2 P logistic [FJHH P < 0.05 FIHZBMIANLHNEH T
logistic [F[F 7, S5 R LP(@). WM. BEJRJE. lfiE. non-HDL-C. LDL-c. BMI #°4 Gensini 34>
T T fE B K 25 - OR (95% CI)4373 9= 1.036 (1.030~1.041). 1.761 (1.310~2.368). 1.553 (1.109~2.173).
1.337 (1.031~1.732). 2.054 (1.396~3.023). 1.566 (1.365~1.797). 1.023 (1.011~1.035) (& 2).

Table 2. Ordered logistic regression analysis of coronary artery stenosis
= 2. BRBKIEERERBF logistic EYI53 47

HRZ logistic [H115 Z A& logistic 7114

s P{E OR {H(95% CI) P1E OR {H(95% CI)
Lp(a) (mmol/l) <0.001 1.036 (1.031~1.042) <0.001 1.036 (1.030~1.041)
I 0.001 1.634 (1.235~2.161) <0.001 1.761 (1.310~2.368)
it R R 0.002 1.656 (1.206~2.274) 0.010 1.553 (1.109~2.173)
& 1R <0.001 1.860 (1.461~2.369) 0.028 1.337 (1.031~1.732)
non-HDL-C (mmol/l) <0.001 1.427 (1.287~1.583) <0.001 2.054 (1.396~3.023)
LDL-c (mmol/l) <0.001 1.557 (1.367~1.775) <0.001 1.566 (1.365~1.797)

3.3.LP(a), Non-HDL-C il R Zhhk B B RER) ROC #iZk

P non-HDL-C. LP(a) At &, Rk s E RS L &S H ROC 4 GE 3, & 1). Rk
RAELVEIRE, P ERAERWE, FCET N UM RrRtE. S5 REIR: LP(a) T ek B ik B A
AR AUG N 0.75, FFRRE. BUREED 5N 77.1%. 62.4%, ftE#iki{ti Ny 21.25 mmol/l; non-HDL-C
oI e IR 20 ik 2 R B 72 ¥ AUG Ay 0.64, 5 7 P BBURR FE 43 71 A 65.9%..59.3%, fi (- #8 r fE  3.645 mmol/l.

Table 3. Comparison of areas under LP(a) and non-HDL-C ROC curves
52 3. LP(a). non-HDL-C ROC Hh% TEFIELIR

A e TR =T AUG FrRE% HURE% AL WTE (mmol/l)
LP(a) 0.395 0.75 77.1% 62.4% 21.25
non-HDL-C 0.252 0.64 65.9% 59.3% 3.645
L0 ROCIZ
‘ y it £ e

ann LP(a)
08 - —FLDD-C

W

O‘%.O 0.2 0.4 0.6 0.8 1.0
1K

Figure 1. Curves of non-HDL-C and LP(a) for predicting severe coronary artery stenosis
B 1. non-HDL-C. LP(a)fill2 IR ZhBKE B FRAE R ROC HhZk
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4. g

ACS AN &k T EKM{g MGG 4, IR =25 MY BB N R N R A7, IF
L AR S R L B AR [ A e O 25 LA vy XS PRI B AR o A% e 1) et R B ko o 5 38 0 v R A
7E LDL-C, LDL-C il & # i\ A & s ks FERE AL 2E R I — AN St M 3= . (2, i IR 2R AR K A7 TE,
non-HDL-C 1 Lp(a)il &bz —.

RS LDL-C MHILARZ A, {H non-HDL-C [ IEI — E# 2. fEAWFH, non-HDL-C 5
ACS B TIRSN kB A8 L B ST A e, HAHSEPER: LDL-C &2, OR (95% CI)%3 51k 2.054 (1.396~3.023).
1.566 (1.365~1.797) . iX 5 BEAE (R 25 A 55— %4 [6]. non-HDL-C T3 7 IR 2 fik 25 5 5k 25 1) AUG K 0.64,
RS B RRUREE 43731 N 65.9%.59.3%, A #L KT A 3.645 mmol/l. 3 R AE I R TAEH , A2 5% LDL-C,
R A A FB T non-HDL-C /K*F. F5E F, non-HDL-C #H%: T LDL-C HRZMLHE, Hk
non-HDL-C 7K~FA] LLidid R 2 IEFEAHEAT flivh, IR RT3, 2018 S I 48 Bt ok 1 A2 AR ARTE
I PR AR S R [ 7] FLR, non-HDL-C FF & i) &3 AN Bl B AR 77 R 3% 4%, 58 non-HDL-C i 046 T
B TG MME®EA. JFH, non-HDL-C [Tt HEA = EZAMNA 2R, AT LS F s i) A xURAS, IR
# non-HDL-C /K-F I G NFIREANNRIT R 2 o R, FRATHEZIEVCH non-HDL-C g & #iiiL
eV, DAE G M2 WA R 7 e R sl ke «

AT 2 RS AL SRR SC R T LP() RO ML R 2 [ I R R, R B o AR BE ML AL B St R T
Lp(a)F1Co I A 205 (1 R SR G R [8] e Lp(a) A BB G I = B0k, A 4F 4 Vs g (R bRk gn e
B AR SORE B RI[O], X BRI OC R4t T UL R . JATT0, LP(a)2& 75 v AL T ACS
B AR BN A R AT AR AE B ), I . LP(a) H RTATIAS & TR O S  R1YR 97 H b o FEAHF 5, LP(a)
5 ACS H IR Sk Ee A L RE M7 A2, OR (95% CI)2y 1.036 (1.030~1.041). LP(a) Tl etk 5 fik 2 7 3k
A AUG N 0.75, W5 RE. BUREE DR8N 77.1%. 62.4%, HeEaWiiE v 21.25 mmol/l. 7] W, LP(a) i
SEE R BN OB A% 1) 55 P A RBURR P P41 AR 13« SR W45 1A R T A 2 AT 9 PRI A IR S 3 LP () 7E Bl ko AR R Ak
KA HIE SAE 5] [10] [11] [12]. AR K2 BN SRR S0 7t 2R A A BTy, (A H
TG UE R 22 B X Le i U 45 SRANIE F T BB P/ RORREAR « LP ()R FEEAEAMAH ik s iR/, FEZ LA
SZM[13], R LP() MM miiAric ) 0 — KR35 2 B A IR A AR e Mo (A2 H FTIE 75 Z e B LTI
P PRI S AR DR SR 9 28 1) 3 AL A B A LP(a) R I R 25 4k

5. &

Zx PR, A non-HDL-C. LP(a)¥# & AT LS i FAT TPl sl IR 3 Bk A= A2 B2 () e, Tl A 2L
()T B TP 2 1R AR B2 BV AT AT el AR 30 ik £ 7™ EE A A
EEWH

ZHEBEHEITHH@IHSS: 2022Y853).
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