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[Abstract] Ohjective To investigate the clinical efficacy, safety, and adherence of proprotein convertase sub-
tilisin/kexin type 9 (PCSK9) inhibitors in real-world studies. Methods A retrospective analysis of 653 patients who
had received at least one treatment with PCSK?9 inhibitors between March 2019 and March 2024 at Shengjing Hospital
of China Medical University was included. Baseline characteristics and treatment data were extracted from the elec-
tronic medical record system. The reasons for drug discontinuation and dynamic changes in low-density lipoprotein cho-
lesterol (LDL-C) levels were clarified through outpatient follow-up visits and remote follow-ups. Results Among the
653 patients, 625 (95. 7% ) were classified as at ultra-high risk of atherosclerotic cardiovascular disease (ASCVD). At
6 weeks of treatment, all ultra-high-risk patients achieved the target of either LDL-C<1. 4 mmol/L or a =50% reduction
in LDL-C. In this study, 514 patients (78. 7% ) had a history of PCSK9 inhibitor treatment interruption (230 days) ,and
discontinuation reasons were recorded for 437 of them. The reasons included physicians' treatment philosophy (n=148,
22. 7%) ,the economic factors (n=69,10. 6% ) ,safety concerns (n=63,9. 6% ) and poor medication accessibility (n=36,
5. 5% )of patients,adverse drug reactions (n=11,1. 7%) ,and other mixed factors (n=110,16. 8% ). Exploratory analysis
indicated that treatment interruption or irregular medication use was associated with a rebound in LDL-C levels during
follow-up. Conclusion PCSKD9 inhibitors demonstrate significant lipid-lowering efficacy and favorable safety in real-
world studies, yet exhibit a high rate of treatment interruption. Variability in physicians’ treatment philosophy 1s the pri-
mary reason for drug discontinuation. The rebound in LDL-C levels following treatment interruption highlights the ur-
gent need to develop strategies for improving patients’ long-term medication adherence.
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Clinical studies on acute cerebral infarction treated with tirofiban plus dual anti-
platelet therapy Su Guohua"', Liu Jie", Lei Xia"(a.Department of Neurology District 6,b.Department of Neu-
rology District 4, Cangzhou People's Hospital , Cangzhou 061000, China) *Corresponding author

[Abstract] Objective To evaluate the effects of tirofiban combined with dual antiplatelet therapy (DAPT) on
clinical efficacy, safety, and potential neuroprotective mechanisms in patients with early acute cerebral infarction.
Methods A retrospective cohort study was conducted, enrolling 202 patients with acute cerebral infarction within 24
hours of onset who did not receive reperfusion therapy at Cangzhou People's Hospital between August 2023 and Janu-
ary 2025. The control group (n=101) received standard DAPT (aspirin + clopidogrel) , while the combination group
(n=101) received additional tirofiban infusion (24~48 hours). Dynamic changes in the National Institutes of Health
Stroke Scale (NIHSS) score, treatment response rate, and safety were compared between the two groups. Potential
mechanisms were analyzed by detecting serum levels of superoxide dismutase (SOD) , reactive oxygen species
(ROS) , malondialdehyde (MDA ) , and neural injury markers [ SI00B, matrix metalloproteinase-9 (MMP-9) , matrix
metalloproteinase-12 (MMP-12) |. Results Neurological improvement (reduction in NIHSS score) was significantly
greater in the combination group compared to the control group (P<0.01). The total treatment response rate was
higher (92. 1% vs. 79. 2%, P<0.01) . and the proportion of patients with functional independence [ modified Rankin
Scale(mRS) score <2 | at 3 months was also significantly increased (76. 2% vs. 61. 4%, P=0. 02). Regarding biomark-
ers, SOD activity was significantly enhanced in the combination group ( P<0. 01), while the levels of ROS, MDA , and
neural injury markers (S100p, MMP-9, MMP-12) were significantly reduced ( P<0. 01). Early SOD activity positively
correlated with neurological recovery, whereas MMP-9 levels positively correlated with bleeding risk (P<0.05). In
terms of safety, the incidence of mild bleeding events was higher in the combination group (14. 9% vs. 6. 9%, P=
0. 04) , with no fatal hemorrhage occurring. Conclusion Tirofiban-augmented therapy improves outcomes in acute ce-
rebral infarction through a triple synergistic mechanism involving antiplatelet, antioxidant, and neuroprotective effects.
These findings offer evidence for expanding treatment strategies in patients not receiving reperfusion therapy.

Key words: Acute cerebral infarction ; Tirofiban ; Dual antiplatelet therapy ; Oxidative stress; Neuroprotection
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