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[ Abstract] Background Although percutaneous coronary intervention ( PCI) has a significant effect in the
treatment of coronary heart disease ( CHD ) , there are still problems with stent restenosis in target vessels and progression of
non—target vessel lesions.Objective To discuss the relationship between dynamic changes of blood lipid indexes and progression
of non—target vascular lesions in patients with CHD after elective PCI.Methods From January 2017 to May 2019, 150 patients
with CHD who were admitted for the second time after elective PCI in the Department of Cardiology, the First Affiliated Hospital
of Air Force Military Medical University were selected, and they were divided into progression group (n=45) and non-
progression group (n=105) according to the progression of non—target vascular lesions.Gender, age, nationality (including
Hui and Han nationality ) , smoking, past history (including hypertension, diabetes ) , family history of CHD, body mass

index (BMI) , follow—up time and syntax score, blood lipid indexes of the st and 2nd admission [ including total cholesterol
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(TC) , triacylglycerol (TG ) , high density lipoprotein cholesterol ( HDL-C ) , low density lipoprotein cholesterol ( LDL-C ) ,
non-HDL-C, TG/HDL-C and non-HDL-C/HDL~C ] were compared between the two groups.Multivariate Logistic regression
analysis was used to analyse the influencing factors of non—target vascular lesions progression in patients with CHD after elective
PCI.LROC curve was drawn to evaluate the predictive value of non—HDL-C on the progression of non—target vascular lesions in
patients with CHD after elective PCI.Results Female ratio, incidence of diabetes and syntax score in progression group were
higher than those in non—progression group, TC, TG, non—-HDL-C of 1st admission in progression group were lower than those
in non—progression group, the differences of TC, TG, LDL-C, non-HDL-C, TG/HDL-C, non-HDL-C/HDL-C between
two admissions in progression group were higher than those in non—progressive group ( P<0.05) .Multivariate Logistic regression
analysis showed that, gender [ OR=0.302, 95%CI (0.122, 0.751) ), diabetes [ OR=2.946, 95%CI ( 1.222, 7.102) ],
dynamic changes of non—-HDL-C [ OR=1.900, 95%CI (1.131, 3.192) ] and dynamic changes of TG/HDL-C [ OR=1.506,

95%CI (1.024, 2.215) ] were independent influencing factors of non—target vascular lesions in patients with CHD after
elective PCI ( P<0.05) .ROC curve analysis showed that, there was no significant difference in the AUC between the dynamic
changes of non-HDL-C and TG/HDL-C in predicting the progression of non—target vascular lesions progression in patients
with CHD after elective PCI ( P>0.05) .Conclusion The dynamic changes of non—-HDL~C and TG/HDL~C are independent

risk factors of non—target vascular lesions progression in patients with CHD after elective PCI, and they have a certain value in
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predicting the progression of non—target vascular lesions.
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SOE ST0% ( HARE: ) JRATE Pl 2R 3 4
HJG ZRABEAT CAG;  (2) FEASZEE R 2Pk M S2 42
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Al K BRI AR 7 o
12 MGE XL ERATEEM PCLIF 45T S M AR YT
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141 IGIRTERE W ALLEEER] . i RI% (1
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CHD % | R85 ( BMI) | Bt 1] & syntax FH43
142 IMIRFEAR 400l T REE S 1 IR ABEAT PCIHT.
%2 IR ABEAT CAG K A FR BT RN (252 8h &
PLE ) &k 4 ml, B G EG 4 H 8h Az A4 B4 SOR:
SMAHERE (TC) . =EBEHMW (TG) . mHEREAM
[ fE (HDL-C) . LDL-C, F #3846 2% 515 non-
HDL-C. TG/HDL-C }% non-HDL-C/HDL-C, H:H' non—
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1.5 Seits#orE: SR SPSS 25.0 it 2f 4k A 7 e
bR, FFEIESA TR TRIL (xxs) £, 4l
FEABECR B ST REAS ¢ K35 THECPORE U 2R
ISR x> B%; CHD Mg F PCT 5 i 4%
P AR THE R R 5% i PR R A3 M R 2 R 2 Logistic [:1H 5045
2 52 F TAERRAE (ROC) it LASFEA non—-HDL-C
X CHD fEE BRI PCI R I 1M 5 2 1 JR i T AN
ROC gk Fifl (AUC) HLBCR A Z Kide. DL P<0.05
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YRR =0, HEE=1) HHAERETTZHE Logistic [F17453
Br, g5 5, M. MRS . non-HDL-C Zh5%51k
TG/HDL-C 25284k J& CHD 0 F$3 PCI J5 IR 40 1 4

TSRS N R (P<0.05, WK 3) .

3 CHD B#H W pCl
Logistic [1I9 434

Table 3 Multivariate Logistic regression analysis on influencing factors of

e A A A O R R R A &2 PR R

non—target vascular lesion progression in patients with CHD after elective

PCI

iy B SE Wady’ffi AME P OR(95%CI)

HER -1L196 0464 6.644 10010 0302(0.122, 0.751)

il 1080 0449 5789 10016 2946(1.222, 7.102)
non-HDL-C 31875 f 0642 0265 5878 1 0015 1.900(L131, 3.192)
TGHDL-C A4 0409 0197 4320 1 0038 1.506(1.024, 2215)

24 ROC 4 H MedCale Zit4fE2: ] ROC fhek 4y
Wras R B 7R, non-HDL-C ZhZ&Z84L T CHD &2
PCI)F AEER M A5 5725 HE R 1Y) AUC M 0.701( 95%CI( 0.603,

fi: SC{E) K TC B2, TG 3ha&24E Mk, LDL-C 0.800) ), TG/HDL-C &) 75 45 fk #i Wl CHD M # 4%
B non-HDL-C 8§ 5424k, TG/HDL-C h35728 1) pCl J5 4k #18 1ft % 95 725 #E J2 (9 AUC 9 0.657 [ 95%CI
€. non-HDL-C/HDL-C ZhZ42 4 (WRAE: BIOMSSME (0559, 0.755) ), —HER TG4 X (2=0.760,
B fEh AR, RSN (R K peoad7. WA L) .
F1 PHBHIRRFE L
Table 1 Comparison of clinical data between the two groups
a0 ke I Gees, RIR(n (%) 1 gy BEESR (0 (%) ) cpp e BMI (i, PV e B0
o (n(%)) %) a wir (%) ) mam ompe L(%)) kgw’)  (xxs, A
T4l 105 17(16.2)  573+11.0 3(2.9) 102(97.1)53(50.5) 45(42.9) 20(19.0) 3(29) 253+34 125+47 69x63
PEREd] 45 15(333) 593120 3(6.7) 42(93.3) 19(422) 18(40.0) 18(40.0) 1(22) 25.0+3.2 134+47 134+85
x> (1) {8 5.516 -0.925° 0.405 0.860 0.106 7.311 0 0.515° -1.103" -4.621°
PH 0.029 0.357 0.524 0.378 0.444 0.009 1.000 0.607 0.272 <0.001
TE: CHD= 505, BMI= FHRE o off
R 2 PHBFIRITHTG MRS E AL (32 5)
Table 2 Changes of blood lipid indexes between the two groups before and after treatment
) ik TC ( mmol/L ) TG (mmol/L) HDL-C (mmol/L, ) LDL-C ( mmol/L. )
BIWARE  H2%AB #{H WAB H2UAB  Eff FURARE  H2WARE R FURAR H20AR  EfE
T4 105 374£1.04 318076 -0.56£0.91 1.8+1.0 15£09  -02£08 1.00+0.23 1.01£022  0.01+022 206084 1.60£0.66 -0.46+0.78
wEA 45 332:084 3371085 0.05+1.09 14£07 1915 05:14 097£022  1.01£030 005019  185£0.69 180078 -0.04093
i 2363 -1.365 -3.517 2.102 -1.606 -3.303 0814 -0.159 -1.059 1512 -1.666 -2.852
P 0.019 0.174 0.001 0.037 0.114 0.002 0417 0.874 0.292 0.133 0.098 0.005
) non-HDL-C ( mmol/T. ) TG/HDL-C non-HDL-C/HDL-C
H1IRABE 2B b B 1RABE F2WABE b i 1RABE F2WAbE #{H
il 274£1.00 217£0.72 -0.56+0.85 1.941.60 1.63+1.06 031120 2884152 225£0.89 -0.640 £ 1.230
bideei| 236+0.78 239£0.76 0.03+097 159094 2.29+246 0.70 £2.16 2.53£0.90 253£1.00 0.003 +0.960
tH 2.276 -1.671 -3.800 1371 -1.724 -2.939 1448 -1.736 -3.079
Pfg 0.024 0.097 <0.001 0173 0.091 0.005 0.150 0.085 0.002

e TC= BRMERE, TG= —FiH i,

HDL-C= % B FUIRIE B, LDL-C= fIR%8 B2 R HE AR s,

non-HDL-C= 3 {5 % 4 N5 28 11 IR [
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Figure 1 ROC curve of predictive value of non-HDL-C and TG/HDL-C
dynamic changes on non-target lesion progression in CHD patients after
elective PCI
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