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187+ % ,B 44k C 40 Al F= @bk Gensini % 4A%(P<0.05), Person A48 X 547 2. :hs-CRP TG Gensini 74~ . HOMA-IR 185
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Relationship between Lipid Homeostasis in Peripheral Blood Macrophages
and Atherosclerosis Index in Patients with Coronary Heart Disease
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ABSTRACT Objective: To explore the correlation mechanism between lipid homeostasis and atherosclerosis index in peripheral
blood macrophages of patients with diabetes and coronary heart disease. Methods: From January 2015 to September 2020, 78 patients
with type 2 CHD complicated with diabetes were screened and divided into 3 groups according to blood glucose variability: group A,
group B and group C. TC, TG, LDL-C, HDL-C, FINS and HS-CRP were detected. Atherosclerosis index (Al) and severity of coronary
artery stenosis were evaluated, and their correlation and independent risk factors were analyzed. Results: TC, LDL-C and Al were
increased and HDL-C was decreased in group B compared with group A, while TC, LDL-C and Al were decreased and HDL-C was
increased in group B compared with group C (P<0.05). hs-CRP, FINS and TG values in group B were higher than those in group A,
while hs-CRP, FINS and TG values in group B were lower than those in group C (P<0.05). Homa-ir value in group B was higher than
that in group A, and homA-IR value in group B was lower than that in group C (P<0.05). Al and coronary Gensini scores in group B were
higher than those in group A, while Al and coronary Gensini scores in group B were lower than those in group C (P<0.05). Person linear
correlation analysis showed that hs-CRP, TG, Gensini score and HOMA-IR values were positively correlated with Al (P<0.05). In
logistic regression model, the results showed that HS-CRP, TG, Gensini score and HOMA-IR were independent risk factors for Al (P<0.
05). Conclusion: Gensini score was positively correlated with Al, and hS-CRP, TG, Gensini score and HOMA-IR value were independent
risk factors for AL
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A 23 (A O LR A A ST T SR S 08 5o 1 s R A B 5
AERAR 5, AAPE AN H =8 K F LA s A Lo 5 bR
AR AHIRBTHR ) A SONE AT ORI, FHT, S Lo Al
PR MLAE ST R, A 0% 2 OB B SR LA 5 455 e 41K
YU, RAE N T2 5 N AN D REZ (W] ) e REEA IR IE . A
WIFSERI S FE BRI G B R 8 2 1) i e 240 i v i
RS 5 Bk RERE AL HE RO IRBIL]

1 pERAN R i%

L1 B &

2015 4F 1 H & 2020 49 H, ik 78 4 2 Bk & 9F
WEIRIG A, o 5k 38 4], Lot 40 £, SEIAREIS 56.42+
12.18 %, 34 BMI 25.42+3.15 kg/m?, Z il & AR HE US55
53R 3 A ZSIE IBE 4.4~6.1 mmol/L B35 30 fil2h A 41, Zs i Il
i 6.2~83 mmol/L F3 28 {5k B 2, =SHE IfifE 8.4~10.0 mmol/L
B 20 B C AR B F A I B MG R R, Bk
REBSHEZ St

YHAFRUE ;38 AR BN i R AR SE T k0 , I HLE
] g e X R 2 WO S T S AR B o

HEBRARUE - 42 BP0 2R GE T AR e k-l PR 4000 R G
SRR s ARTEHE3Z 3 A A Bl R T R sk s se il nla g7
B
12 S8BT AR

SE U DT DR S SR RS T, — HOBUIK I iR
(0.5 g, EZh#EF H11021518, b gt st F 25l A BRA 7, AL a0
F B E I, B E] DS AR A B (100 mg, & H — ¥k, [ 25 5
J20130078, A4 74\l Bayer S.p.A.), JH Tl /MR . Sk £k
TS | (5K 10 mg, #F 171245 i HE S - H20160547 , A: 7= 4
A\l :IPR PHARMACEUTICALS INCORPORATED), 4L 3 4>
AWEST R, XA RE AT T T 2R
1.3 WZR4ELR
1.3.1 Mfg. mMAAEKIERIEN  A4UEEZEE 8 /ML
e BLRMNESRAE B MAE I AEA . 5 MR 0 E B4R
fUFE B HEEE (Total cholesterol, TC), il =i ( Triglyceride,
TG), K% E 5 HIE B (Low density lipoprotein cholesterol,
LDL-C) . 5% & g 25 1 iH [& i ( High-density lipoprotein Choles-
terol, HDL-C ), JIrA7 X 4L I 418 1] Aeroset [ 2l 2E fb /3%

(Abbott Pharmaceutical Co.Ltd, Lake Bluff,IL, 25 E )#E17 .
132 BRIZMAA S B 5N E %4 a9 HOMA-IR {8
ANHBEEER 8 /PIFLL E, BURMNFREF I MAE A,
FRIRHE R AL, ] EasySep i & (STEMCELL Tech-
nologies 2w , fIN 5K )i ik TR 53 B9 ¥ 4 v RN Al AL B A% A L
TR 5 22, WA T e A BT I, I8 40 7F Lymphoprep |- £5.0>
A A3 B SR . ST A4 B A /MR B EasySep
NPAAZAME NS o @ AL {8 ] EasySep REIR , B RETERRIC B 40 i
55 R fl 155 0 BT A 40 M 43 S . ERAX AN L A CD68,CDllc Al
CD206(Miltenyi Biotec 2\ &) , f& [ )i {AFRric . i FCS Calibur
T4 AL (Becton Dickinson 23] , 3¢ [ ) 73 #7 5% 40 i /3 1
ENEZ IS

HOMA-IR=[ =5 i Ifil $# (mmol/1) xFINS (mU/1)]/22.5, H
FINS fY1E % 36 Bl 3.0-24.9 U/mL, HOMA-IR RYIEH {E N 1.
Beckman Access DXI 800 %43#1{% (Beckman Coulter Inc, J£ [ ,
T4 JE SN A7 75 BT ) DL K2 43 66 32k (Bio-Rad Laboratories,
Inc, 5 [E K S, JRIAE JE SE M) 0245 i JR 1% 2 (Fasting
insulin, FINS ), L1 FUR HY 58 I 5 G B v 7 i 8 C B i 2 1
(Highsensitivity C-reactive protein, hs-CRP), A< 10 mg/L Ky
IEWHZSEE.
1.3.3 kR IEHABEREEERENTE (D)3
ok REALFE . (Atherogenic index, AD)= (IfiL i fIF[& Fv HE -
RN SEERE N Y ALz 4 RYC 2K
FEREARE,

(2)2RH Gensini PP PR AL TR BB AE R L TEPers
10 43, B 1%~25%11 1 43, 26%~50%11 2 43, 51%~75%i1 4
4, 76%~90%11 8 43, 91%~99%11 16 43, 100%i+ 32 43,
L4 gt o

R HI SPSS20.0 HEATAL 3 5 1118 BERLR I (was ) 7R, R
BRI R Ty 28 43 A sl B A N 1 5 220307, RS LSD-t Ky
Xof I o R 2 5 2 Wk ok R AR AL i B AT Person £k M AH 3 43#T
P<0.05 {REZEFAHEG I E Lo

2 R

2.1 =ZHmAEMEEIEFRILE:

B 4% A 41 TC LDL-C FI AI J& ,HDL-C [/, B £ %%
C 4 TC .LDL-C F1 Al J§{i%, HDL-C F+&5 (P<0.05)
22 ZAMBENSHEEER

B 41 % A 41 hs-CRP FINS.TG fi 7t # ,B 414 C 41
hs-CRP \FINS | TG {EF#{IK(P<0.05), W% 2.

1 MBSHEAXHVIEIRELER (x2s,0=74)
Table 1 Comparison of indexes related to blood lipid ( x+s, n=74)

Groups TC(mmol/L) LDL-C(mmol/L) HDL-C(mmol/L)
Group A 4.72+0.08 2.51+0.12 2.63+0.12
Group B 5.51+0.10 2.88+0.11 1.78+0.11
Group C 6.84+0.13 3.74£0.15 1.14+0.08

F 13.682 11.517 9.714

P <0.001 <0.001 <0.001
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R 2 MBEELD W (ves,n=74)
Table 2 Blood biochemical analysis (x+s, n=74)

Groups FINS (mU/L) hs-CRP (mg/L) TG(mmol/L)
Group A 4.37+0.15 4.38+0.08 1.54+0.01
Group B 8.32+0.41 6.23+0.10 1.88+0.02
Group C 13.66+0.54 12.36+0.15 2.53+0.05
F 11.316 12.742 13.977
P <0.001 <0.001 <0.001
2.3 =4 HOMA-IR f& L% R (P<0.05), W3 3.

B #H# A ¢ HOMA-IR {E 5, B 4% C 24 HOMA-IR {§

% 3 C £H HOMA-IR {EFH & (xts,0=74)
Table 3 Increased HOMA-IR value in group C (x+s, n=74)

Groups HOMA-IR
Group A 1.000.01
Group B 1.08:£0.02
Group C 1.5240.06
F 10.537
P <0.001
2.4 = HBHRKR R I8N B R BBk IR 12 B 1T AL Fsetfik Gensini #7537 (P<0.05), IL3 4,

B 4145 A 4 Al FI5E ik Gensini ¥EAMEFH 5, C 415 B 41

4 BRSBTS B2 B LB (ves ,n=T74)

Table 4 Comparison of atherosclerosis index and severity of coronary artery stenosis (x+s, n=74)

Groups Al Gensini Score
Group A 4.85+0.09 1.68+0.03
Group B 4.95+0.05 2.19+0.06
Group C 5.12+0.02 2.32+0.05
F 16.223 18.527
P <0.001 <0.001

2.5 RIS SR EEEN I EIR Person £ X 37 HOMA-IR {H 5 AL IEAH(P<0.05), WL3E 5,
Person £k ¥4 #H 56 43 # i 78 :hs-CRP TG ,Gensini B 5} .

&5 BERRRSSEhBRIREERE L5 T Person LR X AT

Table 5 Person linear correlation analysis between lipid homeostasis and atherosclerosis index

Variate Al(r, P)
hs-CRP r=0.52, P>0.05
TG r=0.58, P>0.05
Gensini Score r=0.95, P<0.05
HOMA-IR r=0.64, P>0.05
MDA r=0.24, P>0.05
ROS r=0.51, P>0.05
2.6 BERIRS SRR RN IEB BB E ) S5 4T HOMA-IR {2 A BYMSZfERa R, W 6.

TEIZ 8 [0 T AR o | 45 0L B /R hs-CRP TG ,Gensini #¥£43,
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Table 6 Logistic regression analysis of lipid homeostasis and atherosclerosis index

Al
Variate
OR 95%CI B P
hs-CRP 3.564 1.173-5.216 0.635 <0.001
TG 2.589 1.087-3.964 0.652 <0.001
Gensini Score 3.658 2.013-5.224 0.728 <0.001
HOMA-IR 4478 2.247-6.331 0.687 <0.001
3 b I3k, PEHEN, TS5 Ay HDL Al fE S50 M2 E G20 it i) M1

PP AEMA , AR EAN A 1 28 306 7 2, B DRIG 14 JBo 2R T H e
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ST 5 PR 3R A W S , 1 e — A P e , L i K
SRE T SRS 2 R Stk N e 4 R Th RERE RS, S B0M
PSR A: BRI A AR S o RO, R BRARH DR S5t R 1Y
MU LA = AE 50, 3210 o0 2 2 o A s f 21

ARG S B W DR s £ 3 4L 5 e 240 B T RS A R
PR K- R A8, e U R R SRR I TC . LDL-C 1 Al
F} & HDL-C &{I% ; hs-CRP .FINS . TG {& F} /& ; HOMA-IR {& T}
B A58 5 Xepapadaki B! Ossoli AUSH] Sirtori CRUSHIHFSY
FARL, 200 L R A DX 17 L T 3 4 e DAy 2 sl ke et A
JE b 5 HDL D REAH G SCHE A €, HonT UL 1 e 2R AR
T b FEMLE A/ AT / 1 P A AR AR A i 2
Il 5 240 LRI I 52 A 22 [ 19 S I A DAl e 2% 3 R ER 1 T
ST R R B, 0o BEA R G G i A S DR s A 1
Joi i OISR B HDL (9 iR B th 32 488, JEig if v HDL- i1
RS- ARl Sl ks RERE AL A s R 5 HDLL JJH [ Bt i 4
FiE 7 S A DG o AP 2% B R AR 1 A 55 i A A g s XL
W ARG I 200 3 2 CD36 77 P 10375 1 5 22 R i 44k
IR BERR A 11, ATTTZ S L AR 36 (TL)- 18 19 53004 ShBKEE Y
I 240 M PR R i LDL 5 5 Wi 240 it A Ay s ks R e A6 T 1k
(A S e Fe A 207 S, IV 5 LDL IR [ K 7 AIE
HDL JIH [ BB Ry sh kol RERE AL A FE R R 3R o JE4Fk
W& T LDL il [ E AN HDL JIH [ B A 1 5 /KP4, 3 Be i 2
LY PED AR AV E B A2 3 T )12 6 T BR T AU AR e i
A, B B0 = % B B R D BRSO i A R R
Z IR R AZ 8] TSR 02, WA 2 RUBEIRAG B A B Y
HDL 75\ 20 ik P Bz 20 it 502 rh 2 90 = HDL S8RE 48 48, 8
1 LDL 755 i B AN R A0S M e T A o L 1 5 % B B
A AT L DB AR A BT 8 RO, T AE SR B % 1 B Y
PR T LM 5 R AMEEREMA 53 B Y HDL R 5%
M B A 1) M2 5 I 240 ) 43, AL A 1) ML e 24 L

EL WA I AL R kO

AHFSE I, B 415 A 4 ATFIGE K Gensini ¥/ T,
B 4155 C 41 AT FIE Nk Gensini W-4rFEAK. 7EZ 4 AR
Gensini W-73-5 AL IEARSC, 56 0o (5 TS50 RO AE 78 AT G Y
P Z 2 hs-CRP TG ,Gensini 317> \HOMA-IR {H, iX 2652 {42 f8
A DM sz fE ks P 2R | 1T ELIG SRR 255 sl Bkt e A Ak 1 4k
7 Person ZEPEAHIC /T L/ , Gensini P35 ALIERSE, ASHT
F¢45 Cai GPURI Celik EPIS5E N BIMT ST, JAE I T 25 4
ST RN, DTS | & Sl DKBE ) RAE SN o A, S i 4
HEL, EAG VAR, T 20, 523 BT B S IR 2 L A% 20
AAE AN , 2 3l WK o o Al A 1) B B A e 2, P 17 1L A8
PRI, 3B ] Al ALJE TG 15 HDL-C U {E X
Bl BP0 TG K25 R N A LU 4 N I RE KR
AZEL, T BBk FERE AL . T HDL-C F#fik TC & i, i
MHTSIKAFEREIL . AT 975K 5 sLDL HL M5 1E F ™, sLDL
PRURIURE AL/ NI B 192 N Bl DK B, 305 TR JSRS AR BREER , sSLDL A iy
OB 2> P AT el o O U S S B 1 . AT 556 0 1Y
FERHEARSC . AL KT 4 35 8 5 O (1 KURS B S 32 o TR, AT
Je TR L S kS REAE A i 248 AR, 5 LDL-C JiUki B4R K
INERL G o TR L Sl K st RERE AL i — i 2R A AR
Y, HHSSIME ., BRERADTS BB A 1R 3h ik
Gensini P-orbRiELE S 1 IR S Ibkom 42 f) i A 78 (o FVp 7 e
PR 2R AR g 728 LA ) AN T 5 Bl 1T A ] AL R 0, SR
B TR SR PN bR, C )2 T i R0, AR PP A e ks
A R R BN O U A B R (L. Gensind P25
AL IIEARSG, AN BEE AT RS5O 585 AR 3 Ik
Gensini PFJ3Z T im , AR I RS AR o 22 7™ T R R g o KB
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