. 654 - EfrhEF4F5 20224 3 A% 43%% 6 Int ] Lab Med,March 2022, Vol. 43,No. 6

BEER AKESEZEROFESE PClLIFMM/MR
REERDEBRENEXE

 F.¥EAF.NBE
M BRIV TFTEZERC LT mﬂ,yéﬂr%ﬁ’ti}‘ 410015
M E.BH HidEES A(LpAKFEEZEFRECHKCHD) & H 2 AR IRANE T R (PCD & 2

MBS R Bk E AR, iR R#F 2018 1 A £ 2019 % 3 A TiEk## 47 PClL &£ F CHD
B 214 BIAE AT AT R M BT A & H — M TA. %#\#aa‘:%my&ﬂ&i%é AR, TRES 7T RiBidAX
R B H B B A (PRD, KREXMEFRHATARM 2 SO . AHMGHNEFEFRFLL
H oL, e B 5 A sk F A Rk F 4,8 Logistic [‘3)3’\*ﬁg’“ﬁﬁ-i%"?iié@7fﬂ%15%o PR
HE 35 M sk Ea A(LpA) S PRIZ Eegtakit, R BREFAEFZARARTH/EBMD S TAKRE A, £57F
AARFTFELP<0.05), REFABEFRTREFRES TARFA, ZFALRTFEL(P<0.05), RFEHAE
FIREE R EGRE R (LDL-C).LpA Z PRIV EEH FTABREA, £ F H %3 &L (P<0.001), BMI
(OR=1.608) . RaT# £ 42 E (OR=1.174) .LDL-C(OR=3. 418) .LpA(OR =14. 072) 2 % a1 B3 £ & % ) Ik
IAERE(P<0.05);3AEZL&HEREALME 7, LpA L PRIZHEEME(P<0.05), &it LpA 5%
Bk B F PCL G fu /s MBS M B fn 6 Bk % R e LA 2 548 4 1,

KR TURm; ZRBRIRANEGFTR; BES A; L DBEBME
DOI:10. 3969/j. issn. 1673-4130. 2022. 06. 004 REESES:R541.4
XEHS:1673-4130(2022)06-0654-06 MktRERD:A

Correlation between lipoprotein A level, platelet reactivity and restenosis in
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Abstract : Objective To investigate the correlation between lipoprotein A (LpA) levels,platelet reactivity
and restenosis in elderly patients with coronary heart disease (CHD) after percutaneous coronary intervention
(PCID). Methods A total of 214 patients with CHD over 65 years old who were treated in our hospital and un-
dergoing PCI from January 2018 to March 2019 were selected as the research objects. All patients collected
general data,surgery-related indicators and laboratory test data. The patient’s platelet response index (PRID)
was measured by the count of lost cells on the 7th day after surgery. After the operation, the patients were
planned to be followed up for 2 years. During the follow-up period,the incidence of vascular restenosis of the
patients was counted and grouped for stenosis group and non-stenosis group,and the related factors affecting
stenosis were analyzed by Logistic regression. Then the correlation between LpA and PRI was analyzed by
Pearson correlation. Results The body mass index (BMI) of the stenosis group was higher than that of the
non-stenosis group,and the difference was statistically significant (P<C0. 05). The degree of preoperative ste-
nosis in the stenosis group was higher than that in the non-stenosis group,and the difference was statistically
significant (P<C0. 05). The low density lipoprotein cholesterol (LDL-C),LpA and PRI of the stenosis group
were significantly higher than those of the non-stenosis group,and the difference was statistically significant
(P<C0. 001). BMI (OR =1. 608), preoperative stenosis (OR =1. 174), LDL-C (OR =3. 418),LpA (OR =
14.072) were independent risk factors that affecting restenosis (P <C0. 05). Multivariate linear regression a-

nalysis showed that there was an independent positive correlation between LpA and PRI (P <C0. 05). Conclu-
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sion LpA is significantly correlated with platelet reactivity and risk of restenosis after PCI in elderly patients

with coronary heart disease.
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