- 2470 - DREYES#HE biomed.cnjournalscom Progressin Modern Biomedicine Vol19 NO.13 JUL.2019

doi: 10.13241/j.cnki.pmb.2019.13.016

OCT HIT- PR AREA R e L OB I TRALBEU I JE AR AL *

I B FR¥% OWET WhHEX T &
(/R ERREM RS — EBLO N AL v& R 150001)

BE BiY. @ k54T ¥ 2 %34 K (Optical Coherence Tomography, OCT)MLEL 50 % vA T # R 44 F A& %2 J4 (Unstable Angina
Pectoris, UAP) & % Bk 3 bk BACHEH 09 5 3245 5., ik : @M OH R &8 75 09 147 %< 50 % o4 UAP & & %4, FrA e
At B e BEAT 2 % IR B BRAN 8 F7 (Percutaneous Coronary Intervention, PCI) T #R3E4T T B k& % A= OCT # % , - iF 4% AL 538
B4 B AR SEAUBER T A R 4F B A 32 3 5% 2L (Plaque Rupture,, PR)ZH | 5 3243 4% (Plaque Erosion, PE)4H e BB 20 ZE8R . £ 147 A~
RBAUBEH ¥, 35 M BACEE S R ARk (23.8%),42 N RACBEH R A EL (28.6%), AOF, ZBREFELREFPE R SR A ALK
(60.0%),PR % % % % £ B14(69.0%); 5 PR 417w st B 28 48 b, PE 2845354 X (P<0.001) B % A% s 7% (P = 0.007) 7= B8 (P=0.005) 1t
Bk, OCT R 275 PE safext BB 40481k, PR M5 fiA%s £ K (P=0.002),-F 34 fg Ft A & # K (P=0.001), B4 4 15 B B 45
#H(P=0.013), $ REZH )25 PEGE AL S5 AR IRA X, £5i8:PR A= PE F8 T AL £ 4069 50 %A T 4§ UAP
KA, PE B % K A 505 fe gk Ao BB 69 UAP &%, &2 A PR AMTHE S80S IER R F4 9 B2 45 4,

LT S AR TR R HA B AL SR AR RAB AL SRR

FESHEE R541.4 XEFRIAFE:A XEHS:1673-6273(2019)13-2470-06

Morphologic Characteristics of Culprit Lesion in Young Patients with
Unstable Angina Pectoris: An Optical Coherence Tomography Study*
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ABSTRACT Objective: To investigate morphological features of plaque lesion in patients under 50 with unstable angina pectoris
(UAP) using optical coherence tomography (OCT). Methods: This retrospective study included 147 UAP patients who were all under 50
years old. All of them were given both angiographic and OCT test on culprit lesions of each before percutaneous coronary intervention
(PCI) treatment. According to morphological features of culprit lesions to distinguish whether there is a plaque erosion (PE), plaque
rupture (PR), and the control group. Results: We got 35(23.8%) patients/culprit lesions were only with erosion, 42(28.6%) patients/culprit
lesions were with rupture. In demographic and laboratory findings, PE was more often found in female (60.0%)and PR was more often
found in male patients (69.0%). Compared with PR group and control group, PE group was significantly older (P < 0.001). In addition,
the patients with PE were more frequently with hyperlipidemia (P = 0.007) and smoking history (P = 0.005). In OCT findings, compared
with PE group and control group, the patients with PR were with longer lipid core length (P = 0.002), larger mean lipid arc (P = 0.001)
and thinner fibrous-cap thickness (P = 0.013). In multivariable logistic regression model for erosion, we found hyperlipidemia and
smoking might be two major factors of incidence of PE. Conclusions: PE and PR contribute to over half of patients under 50 with UAP
using OCT. More PE occurred in hyperlipidemia and smoking in patients with UAP. PE became another characteristics of the culprit
lesion which could lead cardiac events like PR did.
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Fig.1 Representative pictures of PE and PR

Note: (A) Representative picture of PE. PE is identified by the presence of the attached thrombus(arrows) overlying an intact plaque.

(B)Representative picture of PR. PR is identified as by the presence of fibrous cap discontinuity(arrow) with a cavity formed inside the plaque.
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Chicago, IL, USA), Kolmogorov-Smirnov 16 % FH 3 2 Hr R i)
IEAMED AR N FIESS AR ESAS &, U EE drfE2ERR;
MAEIES AL &, WA PO 5% E i %K -
T5%E LB A 2 ) S AR ) H A R O 2= A
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PR ZH #8455 v i 2% A 2(82.9% vs. 88.1% vs. 0, P < 0.001),
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Table 1 Demographic data of patients
PE PR Non P
Fl? P
(n=35) (n=42) (n=70) PE vs. PR PE vs. Non PR vs. Non
Male 14 (40.0) 29 (69.0) 34 (48.6) 7.235 0.027* 0.011 0.406 0.034
Age,yr 474+ 2.4 42.8% 44 447t 44 12.549 P<0.001 P<0.001 0.004 0.044
Hypertension 20 (57.1) 16 (38.1) 40 (57.1) 4359 0.113
Hyperlipidemia 21 (60.0) 21 (50.0) 21 (30.0) 9.800 0.007* 0.380 0.003 0.034
Diabetes 13 (37.1) 14 (33.3) 26 (37.1) 0.189 0.910 0.005 0.004 0.798
Smoking 23(65.7) 14(33.3) 25(35.7) 10.496 0.005*
TC, mg/dL 187.9+ 47.5 203.6% 56.3 186.0+ 54.3 1.531 0.220
125.5 136.7 135.1
TG, mg/dL 1.321 0.452
(94.5-157.8) (101.9-178.9)  (98.6-172.8)
LDL, mg/dL 91.7¢ 39.6 101.4% 34.8 88.8+ 30.9 1.845 0.167
HDL, mg/dL 51.4+ 16.2 51.4+ 19.3 504+ 11.6 0.079 0.924
Note: *P<0.05 was considered statistically significant.
® 2 BRADBEHERILE
Table 2 Comparision of the coronary angiography results between different groups
PE PR Non P
Fl? P
(n=35) (n=42) (n=70) PE vs. PR PE vs. Non PR vs. Non
Culprit artery 2.203 0.698
LAD 21(60.0) 26(61.9) 42(60.0)
LCX 8(22.9) 9(21.4) 21(30.0)
RCA 6(17.1) 7(16.7) 7(10.0)
DS% 60.9+ 14.9 68.5+ 12.7 709+ 13.2 6.669 0.002* 0.006 P<0.001 0.116
MLD, mm 1.25¢ 0.49 0.95%+ 0.33 0.88% 0.12 17.335 P<0.001* P<0.001 P<0.001 0.475
RVD, mm 3.10% 0.46 2.89+ 0.49 2.90+ 0.43 1.545 0.108
TIMI 0/1 3(8.6) 4(9.5) 5(7.1) 0.209 0.901
Multi-vessel
) 10(28.6) 14(33.3) 24(32.3) 0.359 0.836
disease
Note: *P<(0.05 was considered statistically significant.
RIKEOCT HRIELR
Table 3 Comparision of OCT results between different groups
PE PR Non P
F/a? P
(n=35) (n=42) (n=70) PE vs.PR PE vs. Non PR vs. Non
Lipid core length, mm 7.6 2.9 9.8+ 3.2 7.8 3.2 6.580 0.002* 0.001 0.252 0.001
Mean lipid arc,’ 214.9% 54.3 248.6% 63.7 206.8+ 52.6 7.459 0.001* 0.005 0.154 P<0.001
FCT, pm 76 30 72+ 31 91+ 40 4.442 0.013* 0.874 0.105 0.018
TCFA 20 (57.1) 22 (52.4) 25(35.7) 5417 0.067
Macrophages 20 (57.1) 13 (31.3) 28 (40.0) 5.517 0.063
Microchennal 11 31.4) 14 (33.3) 17 (24.3) 1.237 0.539
Calcification 11 (31.4) 7 (16.7) 20 (28.6) 2.687 0.261
Thrombus 29 (82.9) 37 (88.1) 0(0.0) 7.235 P<0.001* 0.513 P<0.001 P<0.001

Note: *P<0.05 was considered statistically significant.
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Table 4 Multivariable logistic regression model for PE

B S.E Wald Sig Exp(B) 95%ClI
Gender -0.510 0.495 1.060 0.303 0.601 0.228-1.585
Hypertension 0.188 0.476 0.156 0.693 1.206 0.475-3.065
Hyperlipidemia 0.973 0.470 4.274 0.039 2.645 1.052-6.650
Diabetes -0.065 0.483 0.018 0.893 0.937 0.363-2.418
Smoking 1.121 0.484 5.360 0.021 3.068 1.188-7.924
TCFA 0.433 0.476 0.827 0.363 1.542 0.606-3.923
Macrophage 0.557 0.497 1.258 0.262 1.746 0.659-4.621
Microchennal 0.133 0.532 0.063 0.802 1.142 0.403-3.239
Cacification 0.431 0.534 0.650 0.420 1.539 0.540-4.385

Note: TCFA= thin-cap fibroatheroma.

BB <50 Z B PE R ERE R (84% vs.
32%), XA G AE T M R P [ AR A AE (29% vs. 18%), {HFE
F R E T, PE By kAR e A I — 26 X R e Lok 4 22
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i LD I LR AE 4™, BB A KB 9T R PE (K I
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ZREPH SR LA M, Burke 55 AL R IR R
RS AR N RS Lotk B A PE SR ARA OE, X T
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AHFE 8 3 AT T 147 44< 50 %5 1 UAP 2351
Il R 35 5% LA K SRR 22 19 OCT 48047, /04T T UAP 3%
PE [k 4R, X—I5E 5500 UAP g A+ PE BB
RAERS R R GRS PR KGR E 25 ER G T It
UWEHE S, JFAT 5142 PE BRI TR DA I s i B %
34 AHREFRRE

AWFRABA — LR R Z AL, 128, g YR OCT &
SUR B9 PE  {H X 88 58 35 I 8 Sl B AAIE S . TR R RFE A £
R L DU IE T B B A SR BEEUA T ARIR], T LA ELIE
FR RIS IE R ARSI . HK, RO B b B 25 i I AR AR W]
AERFF PE BYMEE, M SLge 45 R, 55 =, B2h CN e

SURE R i Wisd, (A& OCT (1 BUSR R BN RE M BT
R R, BT AFEAS I S A UL S AL 25 1Y . e, h
T R EE LB PE BRI 2 N K 40, 4 OCT #Yy
RO AR R (B LA RERGIN Bk Y A B2 4L, P LA PE 1Y
OCT 7 S F B AR SEHEER IS8T, 7 BN AP TELT ST 2

4 ik

B2 ARTFIE 255 PR I PE 80T #1500 50 %
PAF 1 UAP &AF . PE B2 & 18w I MUAE A KA ) UAP A
FHr, 2RO PR ANAT BE B IEAR B SR BEHARE .
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