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[Abstract] Objective To explore the risk factors of functional ischemia in patients with coronary heart disease at
high altitude and analyze their diagnostic value. Methods The general clinical data and surgical data of 60 patients with
coronary heart disease who underwent coronary angiography in Changdu people’s Hospital from January 2022 to August
2023 and underwent Fractional flow reserve(FFR) examination with at least one coronary artery stenosis of 50%-90%
were collected. According to the FFR value, they were divided into two groups: FFR<C0. 8 and FFR =0. 8. The clinical
data and influencing factors of FFR value between the two groups were compared. Results The hemoglobin(Hb) . Low
density lipoprotein cholesterol (LDL-C), uric acid(UA), D-dimer and altitude of FFR<C0. 8 group were higher than those
of FFR=0. 8 group (P <C0. 05), while the High-density lipoprotein cholesterol(HDL-C) , lymphocyte(Lym) level of FFR
=0. 8 group was higher than that of FFR<C0.8 group(P <<0.05). FFR was negatively correlated with hypertension,
LDL-C, D-dimer and altitude (P <0.05). It was positively correlated with Lym and serum HDL-C levels (P <<0. 05).
Multivariate logistic regression analysis showed that D-Dimer (OR=3. 762, 95%CI. 1.239-11. 417, P<0.05), Hb (OR
=1.076, 95%CI:1.019-1. 137, P<<0. 05) and LDL-C (OR=3. 608, 95%CI: 1. 365-9. 535, P<C0.05) were independent
risk factors for FFR, while HDL-C (OR=0. 003, 95%CI: 0-0.199, P<C0.05) and Lym (OR=0.089, 95%CI: 1. 365-
9.535, P<C0.05) were independent risk factors for FFR. The areas under the curve of Hb and LDL-C were 0. 644 and
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0. 662, respectively. Conclusion For patients with high altitude coronary heart disease, Hb and LDL-C have good pre-

dictive ability for functional ischemia, and have certain value in guiding treatment and prevention.
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Table 1 Comparison of basic factor data between the two groups

FFR<20. 8 4 FFR=0. 8 41

R (n=25) (n=35) Uy/zo P
PEHICHD 17(68. 00) 27(77.14) 0.623 0.430
SRR () 63.52+11. 50 64.80+9.05  —0.482 0.631
BMI(kg/m?) 24.10=+2. 88 24.03+2. 84 0.105 0.917
W PR 5(20. 00) 11(31.43) 0.974 0.324
5 IR 95 16(64. 00) 30(85.71) 3.844 0.050
% A 3(12. 00) 3(8.57) 0.190 0.663
4 FE (mmHg)  135.6+21. 46 130.51+24. 18 0.841 0.404
&9 E(mmHg)  93.28+16. 31 86. 66+18. 76 1. 422 0.160
WBC(x10°/L) 7.4743. 46 7.8243.22  —0.401 0.690
Neu(x109/L)  4.4(3.45, 6.66) 5.25(3.85, 6.47) —0.547 0.584
Mon( X 10° /L) 0.396+0. 181 0.466+0.178 1.493 0. 141
Lym(X<10°/L) 1. 177+0. 473 1.50740.522  —2.509 0.015
Hb(g/L) 164.12+26. 42 150. 51+22. 90 2.128 0.038
HCT(%) 47.71+9. 53 44. 86+10. 25 1.079 0. 285
PLT(X10°/L)  223.92+67.53 240. 38+76. 73 —0.856 0.396

TG(mmol/L) 1.29€0.9, 1.54) 1.26(0.84, 1.61) —0.045 0.964
LDL-C(mmol/L) 2.93(2.46, 3.5) 2.47(2.07, 3.11) —2.129 0.033
HDL-C(mmol/L) 1.0€0.8, 1.18)  1.22(0.99, 1.39) —2.497 0.013
CHOL(mmol/L) 4.3(4.1, 5.15) 4.1(3.6, 4.9)  —0.744 0.457

hs-CRP(mg/L)  4.4(1.6, 23.5) 6.6(1, 14.2)  —0.675 0.500
UA(pmol/L) 494. 244140. 03  406. 73+156. 11 2.233 0.029
Ur(mmol/L) 6(4.15, 6.75) 6(4.7,7.5)  —0.885 0.376
Cr(pumol /L) 79.1(70.8, 99.4)  81(73.3, 90.4) —0.502 0.615
Y (g/L) 2.9(2.4, 3.65) 3.3(2.4, 5) —1.160 0.246
D H A&k (mg/L) 1.23€0.4, 2.13) 0.54(0.28, 1.08) —2.355 0.019
AR (m) 3834+400.09  3611.63+343.29  2.308 0.025

TE:WBC. 40 i 31 %05 Neu. o 8k2 240 Mo % H s Mon. 88 4% 20 o % H 5
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Table 2 Correlation analysis between FFR value and other indicators

FHOCHE WILER  Lym LDL-C HDL-C D-—%fk ik

r —0.265 0.320 —0.335 0.457 —0.358 —0.311

P 0. 04 0.013 0.049  0.031 0. 005 0.016
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Table 3 Results of multivariate regression analysis

e B S.E Wals P  OR 95%CI
Hb 0.074 0.028 6.823 0.009 1.076 1.019~1.137
LDL-C 1.283 0.496 6.699 0.010 3.608 1.365~9.535
HDL-C  —5.79  2.129 7.393 0.007 0.003 0~0.199
Lym —2.423 1.193 4.125 0.042 0.089  0.009~0. 919
D &Ik 1.325 0.566 5.47 0.019 3.762 1.239~11.417
W —7.389 3.407 4.704 0.030 0.001 -
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Figure 1 ROC curve of five factors predicting functional ischemia
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