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[ ABSTRACT | Aim To explore the relationship between serum levels of proprotein convertase subtilisin/kexin type
9 (PCSK9), macrophage migration inhibitory factor (MIF) and the severity of coronary artery lesions in patients with coro-
nary heart disease (CHD). Methods A cross-sectional study was conducted involving 139 patients with CHD and 69
control subjects who underwent coronary angiography during the same period, all of whom were admitted to the People’s
Hospital of Xinjiang Uygur Autonomous Region from November 2023 to May 2024.  Clinical data and coronary angiography
results were collected, and the severity of coronary artery stenosis was quantitatively assessed using the Gensini score.  Pa-
tients with the Gensini scores>0 were classified into three groups based on tertiles ; the mild stenosis group (1 ~ 18 points,
54 cases) , the moderate stenosis group (19 ~36 points, 54 cases), and the severe stenosis group (>36 points, 54 ca-
ses). Serum levels of PCSK9 and MIF were measured by ELISA kit. Results Serum levels of PCSK9 and MIF were
significantly higher in the CHD group than those in the control group (P<0.05). Multivariable Logistic regression analy-
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sis revealed that high levels of serum PCSK9 and MIF were independent risk factors for CHD.  Spearman correlation analy-
sis showed that serum PCSK9 and MIF levels were positively correlated with Gensini score (r,=0.619 6 and r,=0.411 4,
both P<0.001).

els were significantly increased in patients with high-level PCSK9 ,while patients with high-level MIF had higher inflamma-

Further subgroup analysis showed that serum total cholesterol and low density lipoprotein cholesterol lev-

tory coefficients such as systemic inflammatory response index ( SIRI) and systemic immune-inflammation index (SIT) (all

P<0.05).
stenosis.
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Table 1. Comparison of clinical data between the coronary heart disease group and the control group

L7y X HEZH (n=69) TR (n=139) i P

B/ HI(%) ] 30(43.5) 105(75.5) 20. 81 <0.001
W8/ [ (% ) ] 11(15.9) 57(41.0) 13.17 <0.001
BRI/ [B1(%) ] 13(18.8) 55(39.6) 9.00 0.003
WSR2 55+11 60=10 -3.46 <0.001
%/ cm 167(160,173) 170(165,175) -2.35 0.019
KR/ kg 73(65,83) 78(70,85) -2.17 0.030
RFFE (kg/m®) 25.9(24.1,29.4) 26.8(24.6,29.3) -1.19 0.234
W4 e/ mmHg 131(121,141) 137(123,145) -1.63 0.103
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eIy YRR (n=69) SR (n=139) i P

#75K &/ mmHg 7611 78+11 -1.06 0.289
WBC/(x10°/L) 6.13(5.09,7.23) 6.95(5.83,8.13) -3.42 <0.001
NEU/(x10°/L) 3.64(2.67,4.61) 4.20(3.56,5.29) -3.58 <0.001
Mon/ ( x10°/L) 1.92(1.46,2.15) 1.94(1.60,2.35) -1.40 0.162
Lym/(x10°/L) 0.37(0.31,0.48) 0.39(0.33,0.52) -1.14 0.256
PLT/(x10°/L) 238(202,286) 238(204,289) -0.21 0.831
TG/ (mmol/L) 1.11(0.77,1.61) 1.38(1.10,1.94) -3.09 0.002
TC/ ( mmol/L) 3.28(3.09,3.92) 4.04(3.62,4.78) -5.82 <0.001
HDLC/ ( mmol/L) 1.03(0.88,1.21) 0.91(0.76,1.10) -3.09 0.002
LDLC/ ( mmol/L) 1.83(1.62,2.14) 2.51(2.13,3.03) -7.29 <0.001
TB/ ( wmol/L) 13.0(9.8,15.9) 12.5(9.4,16.3) -0.25 0. 808
DB/ ( wmol/L) 3.90(2.19,5.31) 4.59(3.66,5.42) -3.03 0.002
IB/ ( pmol/L) 8.4(6.3,11.3) 7.1(5.2,11.5) -0.77 0.442
SIRI 0.65(0.51,1.04) 0.89(0.62,1.38) -2.71 0.007
SIt 416(317,689) 535(383,767) -2.22 0.027
PCSK9/ (pg/L) 238(191,289) 378(301,549) -8.18 <0.001
MIF/ ( ug/L) 58(50,99) 99(77,138) -5.49 <0.001

2.2 BMVRARNZEZEREBES R

W IE AR SCAERS: R R 5, LAAT JC ek 0o Ay PR A% o
17 IR SR Logistic [ 43H7, 25 4278, B IR %
H1 PCSK9 \MIF 7K~ hy e Lo K8 14 2 7 i 6 PR 3R
(OR>1,P<0.05;%2) .

R 2. BORAR Logistic B34
Table 2. Logistic regression analysis of the CHD group

PR ZHE

S

OR  95%CI P OR  95%CI P
vk 4.01 2.17~7.41 <0.001 1.70 0.62 ~4.65 0.305
W A 3.67 1.77~7.59 <0.001 3.13 0.99 ~9.92 0.052
WERMG  2.82 1.41~5.64 0.003 7.04 2.56 ~19.32 <0.001
BLIZAERY 1.05 1.02~1.08 <0.001
WBC 1.38 1.14~1.66 <0.001 1.04 0.74 ~1.47 0.813
NEU 1.51 1.19~1.92 <0.001
TC 3.71 2.27 ~6.08 <0.001
TG 1.20 0.96~1.49 0.115
HDLC ~ 0.20 0.07 ~0.61 0.004
LDLC  8.47 4.15~17.26 <0.001 1.00 0.13~7.53 0.997
DB 1.44 1.20~1.72 <0.001 1.19 0.92~1.53 0.190
SIRI 1.96 1.13~3.40 0.016
sl 1.00 1.00~1.00 0.045 1.00 1.00~1.00 0.371
PCSK9  1.01 1.01~1.02 <0.001 1.01 1.00~1.03 0.031
MIF 1.02 1.01~1.03 <0.001 1.03 1.00~1.05 0.015

2.3 AEBRNBKEEREHEIERER L

AHF5E R Gensini P13 %) 208 ] f 35 (1) e AR
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2, PRSI SR Bl ko A 7 32 2 R] 1% 1 DR 5 B
T BRI AR sl B DRI s DL RN E 2R R AR (A
W% B AT ) R0 2 A S b A A A ) 22
SILEBEMN(P>0.05), SR, SEEHRAEHMLL,
HREBRAE 4H 1Y 1L LDLC . PCSK9 Al MIF 7K 543 1]
THE T 7.2% (11.5% 1 25. 6% (P<0.05) , & JE 5k
MK TC ,LDLC SIRI, PCSK9 FI MIF /K43
SNFHE T 12.3% 24.0% 37. 3% 39. 8% F1 35.9%
(P<0.05) ., SHREEBeAs 21 oA, A2 4 I Il ¥
LDLC \PCSK9 F1 MIF 7KF-43 515 1 15. 6% \25. 4%
F18.2% (P<0.05) , Fa¥F 5 R, bl 4 etk 20 ik
PeAE RN | IfL7E LDLC \PCSK9 kK MIF /KL%
TR (¥ P<0.05;383) .
2.4 I PCSK9 #1 MIF 7K F 5 Gensini #4894
KIS

Spearman 1 5& 43 1 2 B, PCSK9 (r, =0. 619 6,
P<0.001) }2 MIF(r,=0.411 4,P<0.001) /K-35
Gensini PF43 2 i35 IE A5G, PCSK9 5 MIF 2 EA
KHKZ (r,=0.3459,P<0.001;E 1),



CN 43-1262/R " & Sl ki 244 & 2025 4F55 33 555 5 423

% 3. REBRHIRE I ARG AR 8

Table 3. Comparison of clinical data among groups with different degrees of coronary artery stenosis

EiE7n BB (n=54) R RRAE L (n=54) EERAEH (n=54) F/Z/5° P

B[ B(%) ] 38(70.4) 37(68.5) 44(81.5) 2.72 0.256
MR/ [ (% ) ] 22(40.7) 20(37.0) 21(38.9) 0.16 0.925
BRI/ [ (% ) ] 19(35.2) 22(40.7) 21(38.9) 0.37 0.833
SRR % 59+12 60+9 6011 0. 44 0.643
BEi/em 170(165,175) 170(163,174) 170(165,175) 1.65 0.438
Kt/ kg 75(68,87) 75(70,84) 78(68,86) 0.17 0.919
R (kg/m®) 25.6(24.2,30.9) 26.8(24.7,28.3) 26.8(24.6,29.3) 0.37 0.831
e/ mmHg 130+18 135+18 136+17 2.17 0.117
#F 3K E/mmHg 76+12 77£12 79=+11 1.24 0.291
WBC/ (x10°/L) 6.66(5.28,7.96) 6.40(5.66,7.53) 7.41(6.12,8.29) 4.39 0.112
NEU/(x10°/L) 4.01(3.10,5.10) 3.91(3.41,4.86) 4.58(3.76,5.55) 4.82 0.090
Lym/(x10°/L) 1.94(1.62,2.35) 1.84(1.49,2.18) 1.96(1.58,2.36) 1.23 0. 540
Mon/( x10°/L) 0.37(0.31,0.50) 0.39(0.32,0.46) 0.41(0.33,0.57) 2.51 0.285
PLT/(x10°/L) 237(200,285) 241(215,292) 234(199,287) 0.91 0.636
TG/ (mmol/L) 1.19(0.87,1.66) 1.31(1.08,1.72) 1.43(1.13,2.01) 4.96 0. 084
TC/ ( mmol/L) 3.73(3.28,4.27) 3.94(3.59,4.80) 4.19(3.79,4.90)" 13.37 0.001
HDLC/ ( mmol/L) 0.92(0.73,1.15) 0.96(0.81,1.16) 0.91(0.78,1.02) 2.21 0.331
LDLC/ ( mmol/L) 2.21(1.79,2.58) 2.37(2.02,3.02)" 2.74(2.42,3.29)" 23.58  <0.001
TB/ ( wmol/L) 12.7(9.7,15.8) 12.4(8.7,15.9) 12.4(10.1,17.0) 0.42 0.812
DB/ ( umol/L) 4.27(3.04,5.60) 4.67(3.76,5.55) 4.72(3.77,5.38) 0.74 0.691
IB/ ( wmol/L) 7.6(5.6,11.1) 6.8(4.8,10.7) 7.9(5.8,11.8) 1.39 0. 500
SIRI 0.67(0.59,1.20) 0.91(0.66,1.22) 0.92(0.71,1.61)" 7.21 0.027
St 452(366,735) 548(388,713) 601(460,840) 3.49 0.175
PCSK9/ (pg/L) 304(251,382) 339(285,538)" 425(343 ,594)* 24.70  <0.001
MIF/ ( ng/L) 78(56,116) 98(71,130)" 106(90,152) ™ 14.73  <0.001

H:a M P<0.05, SEREHRALLE ;b A P<0.05, SR EERAA L,

A 1500 r=0.619 6 C 300

-
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Figure 1. Correlation analysis between PCSK9, MIF levels and Gensini score
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Figure 2. Comparison of lipid profiles among different PCSK9 subgroups (A) and inflammatory

indices among different MIF subgroups (B)
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