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Abstract

Objective: To investigate the correlation between serum inflammatory markers and lipid levels in
patients with coronary atherosclerotic heart disease (CHD), further proving that chronic inflam-
matory response is an important cause of CHD. Method: Serum samples of 33 patients with CHD
combined with hyperlipidemia and 29 patients with CHD alone were collected in our hospital. The
levels of inflammatory factors IL-1f, IL-6 and TNF-« in serum were detected by ELISA, combined
with the levels of hs-CRP, and the correlation between inflammatory indicators and the levels of
TC, TG and LDL-C in patients was analyzed. Results: Compared with CHD group, hs-CRP, IL-1f and
TNF-a were significantly correlated with TC, TG and LDL-C in CHD patients with hyperlipidemia.
Conclusion: Chronic inflammatory response plays an important role in the development of CHD.
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IEFELE 2019 4F 7 H & 2021 4 4 HEAMEZ TILIR 220 Jm N R BBt LUERRE N, BEAEZ 5w R 2 ik
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Table 1. The scoring criteria of Gensini

5= 1. Gensini R

B A FRAL W AR e W

Jet £+ 54y 100% 32 %y

e T B8 S [ e S B 2.5 %y 91%-~99% 16 43

il = 1.5 % 76%~90% 8 4y

e TSI B 14y 51%~75% 44y

VA1) 2l SN 2 145 26%~50% 44y

AR B ik 14 1%~25% 14y
/NGB K 0.5 4

2.2 SEEAF

N IL-18 ELISA iR & . A TNF-a ELISA 7 & . A IL-6 ELISA iR &34 B TVL 5B o s2 A TR
Al ARE ARG 1:29 B L BRI &R B 30x P ISR i 1 A 15 o

2.3. ERGT R

1 ] SPSS 26.0 %4 2> Hr ¥4, Graphpad Prism 9.0 B 4E4: 8. A 2 $(bb ) kR m it BdE, A
B B A F R TR 50 o T PR IR M IEZS 0 A7, A + FRiEZERIR, 5 A IR M B 47 53R
2 18] Eb e fd AT REAS t B0 B E Mann-Whiteny U 656 . 1] Spearman 25 2% R HH 543 BT 5 1520 7 L5
JOE R 75 M /KRR s kR A A IS . P < 0.05 IWAZERA Gt 5 o
3. &R
3.1 FAEENEMBEREER

P22 E RS . PERIR AL . BMI $8 BORNIR R 52 TG B 5 22 5 (P > 0.05): %2 B 5 I a5 4E e 35 >
55 % BIEAERA N 57.6% (FiEIMLAELL) R 62.0% (AEEifIEMLAELL), = /le e 20 i vh oA v i s o
RO R S (K b R AR AR M B AR EL T B M= (P > 0.05), W4ldEE BT, SaEm g
SEA AL, SRR 4L 1 FPG. TC. TG A1 LDL-C {2 F T =(P < 0.05), HDL-C B& % 7%
(P < 0.05) (% 2).

Table 2. Baseline data of patients in two groups

2 MEBENRELER

fekr i fE MLEZH (n = 33) e R IAEZH (n = 29) P{H
(%) 65.34 + 9.65 55.34 + 7.45 >0.05
Bl 19/33 18/29 >0.05

BMI (kg/m?) 27.71+1.45 24.42 +2.09 >0.05
W S N (%) 46.3 43.1 >0.05
e I 5 N (%) 67.7 58.4 >0.05
B PRI 5L N (%) 69.7 60.3 >0.05
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Continued
FPG (mmol/L) 5.73+0.92 5.23+0.89 >0.05
TC (mmol/L) 5.21+1.05° 4.42 £0.41 <0.05
TG (mmol/L) 2.69+1.14% 199+ 1.04 <0.05
LDL-C (mmol/L) 3.18+1.28% 216131 <0.05
HDL-C (mmol/L) 0.95+0.71% 1.30+0.31 <0.05
Gensin ¥4 35.21 (6~98) 23.65 (10~86.4) <0.05

a: SAEmEARIMEA B E ML, P <0.05.

3.2. CHD &} = B5 MR B E hs-CRP, IL-18 1 TNF-a BIFREK TS

SR e LA L, 5 B AR 2 2 2 1) = Fh R REFRAR hs-CRP. IL-18 1 TNF-o /K FREZETHRE (P <
0.05), 1L-6 /KFZ L4812 (P > 0.05) (% 3).

Table 3. The expression levels of hs-CRP, IL-18, IL-6 and TNF-« of patients between two groups
2 3. FHEE hs-CRP, IL-18. 1L-6 1 TNF-a BRIEKFE

fekr i HE MLEZH (n = 33) AR AR IMUAE 4 (n = 29) P1E
hs-CPR (ng/ml) 5.32 + 0.37° 3.40 +0.35 <0.05
IL-14 (ng/ml) 20.76 + 4.28° 16.31 + 2.42 <0.05
IL-6 (ng/ml) 28.06 + 1.38 26.16 +0.28 >0.05
TNF-a (ng/ml) 3.79+0.38° 2.42 +0.09 <0.05

a: SAEERILEA B AHLL, P <0.05,

3.3. CHD &} S BEMAELA B ¥E hs-CRP, IL-18 1 TNF-a FiEKFE5MAE/K 2 IEHEX

1 JE UAE B8 1) TC. TG Al LDL-C 5 =Fh 4 REFa AR hs-CRP+ IL-18 Fll TNF-a FIA K FAF1E i 3 AH K
(P <0.05), HDL-C 5 =R SAESRFR AR AL TESE 24 8 (P < 0.05) (4 4).
Table 4. The correlation between hs-CRP, IL-14 and TNF-a expression levels and serum lipid levels in CHD with hyperli-

pidemia groups

F 4. BOFRAHSEMASRE hs-CRP. IL-14 1 TNF-a BIFRiA/K T 557K FHIFE M

hs-CPR IL-15 TNF-a
i H
r P r P r P
TC (mmol/L) 0.230 0.049 0.356 0.041 0.456 0.039
TG (mmol/L) 0.287 0.045 0.367 0.040 0.315 0.043
LDL-C (mmol/L) 0.343 0.042 0.575 0.032 0.521 0.033
HDL-C (mmol/L) —0.045 0.242 -0.067 0.223 —0.042 0.232
4. Vg

CHD A Jii A& — Pl AE S i i 7 B 5 A= (K 18 P SOAEVE I, AT P EUHIR L R A0 [4] . B4R 3R
W1, AS BUAIRMLEIR 2%, e T B R A A I o X AR SR A I 1 Bl K EE 5 A= (K8 1k JRE Sz, DR i I
AR S BN R IR MAE 25 % CHD RIS ZR[S] [6]. B A SRR Y] CHD BHEE S
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HE MR IMAE[7]. AN PR A JF R MY CHD B3 5 88 NF 7 N BT 53.26%, Mliik—BHEsE T H &
N8 AR 2R EL T A5 & CHD &4 [8] [9]-
CHD AL B AR o AU i A0 Je Z P IR 3R, DASRRE SOSE TR e B iR N [10] o Bl I 1)
f%“Hﬂﬁuﬁj\ﬂﬁmjﬁﬁi&%m‘iﬁiﬂ”ﬁﬁ%li)%%llW&éﬁiﬂﬁlﬂﬁéﬁﬁﬁ% M5 P B2 £ A E T e S AT B 1) 7 1 4 3
To R A B JOIEGN I M N I AN AL SE4E[11];  [RIRS v i IfURE BB iR W AEfE it | LDL-C, #E—3F
ﬁ%wz 5 4 6 30 A k2 T SR 2 i P E 20 BB 4034 X3, 9 2 0 10 A B 2 23 it [ e
L, BB BRI, R T B AS BERIIE R12] [13]. (RIS FR PR RE A 2R B =2,
U1 hs-CRP. IL-18. TNF-a F1 IL-6 [14]. X8 JRES BT AE IR AR FRAS FIREERUR, £ 2 ke 18 1 28 E
PP DL R SRS 5308 2% 0 0% 1 R0 B SR T R [15] VR 2 98 D& SE T Hi 5 CHD R AR AR G,
hs-CRP 1 48R #OE SN bR S22 —, SHF CHD f™ B AL EE b i A B B R E[16]. KBTI
R, 454 hs-CRP 1] LLFE iy jeb o A% e e B IR 7 B TR B, 10 TNF-a 7K-F 5 Bl Ik RERE AL BE BT ik
ANPEHAZ E ML GERF R VIR R [17]. A DT FUR WA N TNF-a ﬂ@uﬁﬂﬁwﬂfﬁiﬁﬁPziréﬁﬁﬂm[ls]
B MR MAE SN, CHD H3 A A RE . 2 ZOBH PRI AN I WO 2 FE P DR 3R, ok 2 £ 6 R 2%t AT 3¢ 1k
W R VR TR T [19] 0 dd TP B E FEA AT I A R B, & FEmi iR MORE ) CHD Sk 3 P e
1t PR /K P B R b v T AR R IR IURE (1) CHD FR 3, 380 =i g I T LIS R AR N 98 RE IOBE. ik 25 St gk
— R, R ME R CHD M Z G R R 2, S&Ws vA P 08 1 90 s S 1) E B2 JER PR o L v g I vt
P YA 98 RE SN IR DIMLE LA Btk — 255 k. CHD AL f5idt— 2B 5%

TRl 53 AN
AT SRV A 42 K R 18 S RHE T RIT H (FZ2020039), 4HIT 1 # A0 & 1 %I (SH2021044) Fl14H
YT 28— N RER B R I 4 (I R 70 T, Y2022013) 3L 7] ¥ Bl
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