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Study on the efficacy and safety of Xuezhikang combined with PCSK9 inhibitor

in the treatment of coronary heart disease”

LIU Ziming' ,HE Xiaozai’,ZENG Hong'® \WANG Jing' ,HUANG Yuan' ,CHANG Zhitang'
[1. Department of Cardiology »Jiangzi Provincial People’s Hospital (First Affiliated Hospital
of Nanchang Medical College) . Nanchang ,Jiangzxi 330000,China ;2. Department o f
Electrophysiology ,Ji’an County People’s Hospital s Ji’an,Jiangzxi 343100,China ]

[ Abstract] Objective To investigate the lipid-lowering efficacy and safety of Xuezhikang combined with
PCSKY inhibitor in patients with coronary heart disease. Methods A total of 102 patients with coronary heart
disease hospitalized in Jiangxi Provincial People’s Hospital from June 2023 to November 2024 were enrolled in
this study and randomly divided into a control group (50 cases) and an experimental group (52 cases). The
control group received basic medication for secondary prevention of coronary heart disease, while the experi-
mental group received Xuezhikang combined with PCSK9 inhibitor in addition to the basic medication. After 6
months of treatment, blood lipid indicators, liver function indicators, kidney function indicators, incidence of
major adverse cardiovascular events (MACE), and incidence of adverse drug reactions were observed.
Results After treatment, LDL-C, TC, AST,and ALT levels decreased in both groups compared with before
treatment. The experimental group showed significantly lower levels of these indicators than the control
group,with statistically significant differences (P<C0. 05). Both groups had one case of adverse drug reaction
each,showing no statistically significant difference (P >>0. 05). The MACE incidence was higher in the control
group than in the experimental group (18.0% ws. 3.8% ,P<C0.05). The lipid goal achievement rate was low-
er in the control group than in the experimental group (44.0% wvs. 73.1%,P<C0.05). Conclusion The com-
bination of Xuezhikang and PCSKY inhibitors demonstrates definite clinical efficacy in coronary heart disease
patients,reduces MACE risk,and improves lipid goal achievement rates.
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major adverse cardiovascular events
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T H X IR 4 (n=50) K (n=52) /X7 P
ER (xts, %) 66.02+9. 07 64.98+10.79 0.70 0.48
B [ (%) ] 36(72.0) 40(76.9) 0.33 0.57
UGN 17(34.0) 18(34.6) 0.01 0.95
IR S [ (Y0)] 11(22.0) 10(19. 2) 0.12 0.73
B RS [ (%) ] 32(64.0) 33(63.5) 0.01 0.96
LDL-C(z %5, mmol/L) 2.5740.97 2.76+=1.13 —0.90 0.37
HDL-C(x +s,mmol/L) 0.91+0. 25 0.9440. 21 —0.50 0.62
TC(x %s,mmol/L) 4.1541.09 4,381, 24 —0.95 0.35
TG(z %5, mmol/L) 1.7440. 90 1.6940.76 0. 54 0.59
AST(z +5,1U/L) 28.04417.17 31.27+18.86 —0.96 0. 34
ALTIM(Q,.Q4),IU/L] 20. 00(16. 00,32. 50) 24.00(16.00,96.75) —0.54 0.59
CrlM(Q,.Q;) +ppmol/L] 73.00(61.00,88.50) 78.50(61.00,96. 75) —0.70 0.48
BUN[M(Q, Q) mmol/L] 5.07(4.15,7.05) 5.43(4.22,6.61) —0.06 0.95
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HDL-C(x =5 ,mmol /L) 09120, 25 2.0120.77 —0.15 0.8 0. 9420, 21 0. 900, 20 0.93  0.36
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ES Ll e 2 Jz 5w R 3l Bk A A (percutaneous coro-
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SV A AR SRS AR b BE B HF RIS O, 45 R B,
43,7 Y 1 R AR HO AR B Bk S RGE A I, SR
Rok JI Xk 412 0 B e A A L RS R 3 5, R AR ) 45000
RO A F AR KU TG BB, BFSE S R R, LDL-C
IRV AR, BE B (R B 3 BB /0N [R) B B e i) B
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