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[ Abstract]  Objective To explore the effect of Gelanxinning soft capsule on growth differentiation factor 15 (GDF-15)
and arginase in coronary heart disease patients with coronary microcirculation disease (CMVD) after PCI. Methods A total of
78 coronary heart disease patients with CMVD after PCI admitted to Shaanxi Provincial People’s Hospital from July 2021 to July
2022 were selected as the study subjects. The patients were divided into experimental group (n=38) and control group (n=40) using
a random number table method. The control group was given routine treatment, and experimental group was given Gelanxinning
soft capsule on the basis of control group. The treatment time of both groups was 2 months. GDF-15 and arginase were compared
between the two groups before and after treatment. Quality of life of patients was evaluated by the Seattle Angina Questionnaire
(SAQ) , and the occurrence of adverse reactions during treatment of the two groups was observed. Results After treatment, the
GDF-15 and arginase of the two groups were lower than those before treatment respectively, the GDF-15 and arginase in the
experimental group were lower than those in the control group (P < 0.05) . After treatment, the SAQ score of the two groups was
higher than that before treatment respectively, the SAQ score in the experimental group was higher than that in the control group
(P < 0.05) . There was no significant difference in the incidence of gastrointestinal discomfort, nausea and vomiting, allergies,
bleeding, and liver and kidney dysfunction between the two groups (P > 0.05) . Conclusion Gelanxinning soft capsule can
reduce the GDF-15 and arginase in coronary heart disease patients with CMVD after PCI, improve the quality of life, and has good
safety.
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Table 1 Comparison of general data between the two groups

15 @J . AE 5 BMI ()ths, A RS RMURSR  BERRESE WBBER ALT (M (P, AST (M (P, FIEFT (M (P,
¥oo(xxs, %) (Brir)  kgm') (%)) (n(%) ) (n (%)) (a(%) ) (n(%)) Py),UL) Py),UL) Py, gL)
M4 40 61981 35/5 248+37 18(450) 6(150) 20(50.0) 16(400) 12(300) 22(17,36) 22(18,29) 46 (43, 47)
REH 38 608113 335 24235 20(526)  7(184) 20(553) 10(263) 5(132) 21(14,36) 21(18,26) 43 (40, 47)
g E —0.48" 0.06" —0.60" 045" 0.16" 022" 1.64" 324" —0.40° —0.49° —151°
Pl 0.64 0.80 0.55 0.50 0.69 0.64 0.20 0.07 0.69 0.63 0.13
| TC (M (Py, TG (M (Py, HDL-C (%+s, LDL-C (M (Py,  BREMa (M (Py,  MRE (M (P, . NG JRER (M (Py,
Pys) , mmol/L) Pys) , mmol/L ) mmol/L) Py;) , mmol/L ) Pys) , mgdl) Pys) , mmol/L.)  (X+s, wmol/L) Ps), wmol/L])
XA 347 (318, 413) 111 (0.89, 1.81) 115+025  1.64 (144, 218) 249 (119, 494) 623 (543, 7.87) 70+24 282 (102, 395)
RIH 321 (261, 348)  1.07 (0.87, 1.66) 109+023  1.66 (134, 240) 213 (101, 740) 578 (5.05, 6.63) 7015 343 (294, 399)
LA —097 —037 —0.94' —0.24° —0.14° —1.08° 0.20" —178
Pl 033 0.71 0.35 0.81 0.89 028 0.85 0.08

e ALT=NEMREILHL N, AST=RZAMAILHL LN, TC=RHEE, TC==tHl, ADL-C=m#ENREIHEE, LDL-C=LHENR

BANEEL; FoRi, "FoR O, FrzAi.
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