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[ ABSTRACT] Aim  To explore the relationship between atherogenic index ( Al) and serum anti-cardiolipin
antibody (ACA) and anti-B2 glycoprotein 1 antibody (aB2GP1), and to provide reference for the prevention and control of
atherosclerosis (As). Methods 34 598 hospital patients were selected from the First Affiliated Hospital of Wenzhou
Medical University from March 2017 to June 2018.  Serum ACA, ACA-IgA, ACA-IgG, ACA-IgM, ap2GP1, aB2GP1-
IgA, aB2GP1-IgG, ap2GP1-IgM, total cholesterol, high density lipoprotein cholesterol, homocysteine ( Hey) and apoli-
poprotein Al (ApoAl) were detected. Al was calculated and the patients were divided into high-risk group (AI=4) and
low-risk group (Al<4) according to Al.  Correlation analysis was performed by statistical software. Results The
positive rates of ACA and aB2GP1 in high-risk group were higher than those in low-risk group (x*=23.276 and 17. 603,
all P=0.000), and the levels of age, ACA-IgA, ACA-IgG, aB2GP1-IgA, ap2GP1-IgG and Hey in high-risk group were
also higher than those in low-risk group (all P<0.05), while the level of ApoAl was lower than that in low-risk group ( P=
0.000). The correlation analysis showed that Al was positively correlated with ACA-IgA, ACA-IgG, aB2GP1-IgA,
aB2GP1-IgG and Hey (r=0.048, 0.032, 0.094, 0.014, 0.142, all P<0.01), and negatively correlated with ApoAl (r
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=-0.447, P=0.000).

factors for As, and ApoAl was protective factor for As.

Multivariate Logistic regression analysis showed that age, ACA-IgA, Hcy and aB2GP1 were risk
Conclusion With the increase of ACA-IgA, a2GP1, Hey

and age, the decrease of ApoAl, Al gradually increases, and As risk increases accordingly.

Clinically, we should pay

close attention to the elderly patients with abnormal ACA, aB2GP1, Hcy and ApoAl in order to prevent the occurrence

of As.
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Table 1. Comparisons of ACA, aB2GP1, Hcy and ApoAl level between high-risk group and low-risk group

W H BG4 (n=10636) R fE4H (n=23962) w b/ /X 8 P1E
FRE(R) 58(48,68) 56(44,67) 118406244. 0" 0.000
Al 5.508+2. 845 2.749+0.730 99.296" 0.000
ACA BHYE[ (% ) ] 914(8.6) 1703(7.1) 23.276° 0.000
ACA-IgA (APL) 1.931+29.204 1.318+15.339 2.042" 0.041
ACA-IgG(GPL) 1.513(0.273,2.941) 1.413(0.202,2.811) 124047063. 0" 0.000
ACA-IgM(MPL) 6.342(4.688,8.253) 6.250(4.688,8.174) 125996234. 5" 0.094
aB2GP1 FHME[ BI(% ) ] 878(8.3) 1672(7.0) 17.603° 0.000
ap2GP1-IgA (SAU) 3.578(1.803,7.002) 2.942(1.517,5.890) 115441702. 5" 0.000
aP2GP1-IgG(SGU) 2.121+11.225 1.837+9.692 2.263" 0.024
ap2GP1-IgM(SMU) 1.344(0.270,3.053) 1.352(0.267,3.058) 127096632. 0" 0. 696
Hey ((pmol/L) 13.42+7.03 12.51+6.20 11.520" 0.000
ApoAl(g/L) 1.15(1.00,1.29) 1.35(1.18,1.53) 69352213.5° 0.000

aiy Mann-Whitney u oL bRt i a e N )(2 ¥ 5. APL. IgA ﬁﬁﬂﬁ'ifﬁ( IgA phospholipid unit) ; GPL: IgG @i)ﬁ'i{E( IgG phospholipid unit) ;
MPL; IgM B 240 (IgM phospholipid unit) (107 ) SAU . #R4E IgA $T B2 HEE I 1 84437 (standard TgA anti-B2GP1 unit) ; SGU . 474 1gG 4T B2 M
1 #1037 (standard IgG anti-B2GP1 unit) ; SMU ; #R¥#E 1gM $T B2 B 1 B4 (standard IgM anti-B2GP1 unit) [,
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GBS g

Spearman AHIC3 Hr 45 R 7k, A1 55 ACA-IgA |
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# 2. Al 5 ACA .ap2GP1 Hcy ApoAl BB XIES T

X (r=0.048.0.032,0.094.0.014.0.142, P =
0. 000 .0. 000 .0. 000 0. 008 .0.000) , 5 ApoAl &1
M (r=-0.447,P=0.000) (£ 2) .

Table 2. Analysis of correlation between AI and ACA, af2GP1, Hcy, ApoAl

K3 ACA-IgA ACA-IgG ACA-IgM aB2GP1-IgA aP2GP1-1gG aB2GP1-IgM Hey ApoAl
r 0.048 0.032 0.007 0.094 0.014 0.003 0.142 -0.447
P 0.000 0.000 0.186 0.000 0.008 0. 604 0.000 0.000
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B R R X kg oA B LR 9 N R (AR
ACA-IgA  ACA-IgG . aB2GP1-IgA . aB2GP1-IgG  Hey .
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Table 3. Multivariate Logistic regression analysis of influencing factors of high-risk As

ES B SE Wald x* P OR 95% Cl1

R 0.003 0.001 17.221 0.000 1.003 1.002 ~1.005
ACA-IgA 0.002 0.001 4.081 0.043 1.002 1.000 ~ 1.003
Hey 0.008 0.002 19.783 0.000 1.008 1.005 ~1.012
ApoAl -3.269 0.054 3681.629 0.000 0.038 0.034 ~0.042
ap2GP1 0. 146 0.054 7.224 0.007 1.157 1.040 ~1.286

VWA E 2 Tseme % 9T L B, ACA /& As
A7 fER P 2 (OR=1.30,95% CL 1. 15 ~1.49) ,
HAE R 5S ACA 5.0 W5 B AH 45 & 19 %6 Bh X+
B2GP1, HHilk ap2GP1 5 As FEE B HEE R (H
PN 5 AR S BE TR A a b, TR AT H
TR, S5 R B S fa 4L ACA fil aB2GP1 1
PHME A & TARfa 4], HAEHY | ACA-IgA | ACA-IgG |
aB2GP1-IgA aP2GP1-1gG  Hey 7K 78 ¥ & T 1K /&
20,1 ApoAl ZKPAIR FARSELL ; S B As fERSE ) AT
5 ACA-IgA . ACA-IgG . aP2GP1-IgA . aP2GP1-IgG .
Hey ¥R IEHIE, 5 ApoAl IRE AKX, ZHEK
Logistic [IIH 43 #1445 R it — 20 WoR | 4F 1B ACA-IgA |
Hey aB2GP1 J2& As ISR &K, ApoAl J& As MR
PN R E KA ACA-IgA ap2GP1 Hey AR
SHIIN As IR X 5 ESMNYRF ISR —E, |
ACA fEls R B K T Lk oF o, X vl BE 5 0F 58 A
BE LR AU A SC I & RE SE R R 2 A G

25 bR B ACA-IgA .aB2GP1 Hey AE#AHY
FEEr, ApoAl [REAR, 3 AT B Tt 51, As fa 6 B
AR R s, B, B % D) OG T ACA | aB2GPIL |
Hey  ApoAl 545 14 iy i /3, X &k A As iF
T AT
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