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ABSTRACT Objective: To observe the changes of serum apolipoprotein Al (ApoAl), human insulin-like
growth factor-1 (IGF-1), monocyte chemoattractant protein-1 (MCP-1) and vascular endothelial function in elderly
patients with unstable angina pectoris (UAP) after combined treatment with tirofiban and Naoxintong capsule. Meth-
ods: Random number table method was used, 150 elderly UAP patients admitted to our hospital from January 2020
to December 2022 were divided into control group (tirofiban treatment, n=75) and observation group (Naoxintong

capsule combined with tirofiban treatment, n=75). The efficacy, clinical symptoms, cardiac function indexes, vascu-
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lar endothelial function indexes and serum ApoAl, IGF-1 and MCP-1 levels were compared between two groups.
Results: The total number of clinical effective cases in control group was 64, accounting for 85.33%, and the total
number of clinical effective cases in observation group was 73, accounting for 97.33%. There was a difference in the
total clinical effective rate between two groups (P<0.05). Compared with control group after treatment, the number
of angina pectoris attacks in observation group was less, the duration of angina pectoris and shortness of breath were
shorter, the cardiac output (CO), endothelin (ET), stroke volume (SV), ejection fraction (EF), MCP-1 and soluble
vascular intercellular adhesion molecule-1 (sVCAM-1) were lower than those in control group, and ApoAl, nitric
oxide (NO) and IGF-1 were higher (P<0.05). The incidence of adverse reactions was 4.00% in control group and
5.33% in observation group (P>0.05). Conclusion: Naoxintong capsules combined with tirofiban in treatment of
elderly UAP patients, which can effectively alleviate the clinical symptoms, improve cardiac function, vascular
endothelial function and serum ApoAl, IGF-1 and MCP-1 levels.
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Table 1 General information

Canadian cardiovascular society

Course of ) . . )
Groups Male/Female Age (years) ) (CCS) angina pectoris classification
disease (years)
(grade II/III)
Control group (n=75) 43/32 71.82+ 4.86 3.19%+ 0.58 44/31
Observation group (n=75) 46/29 70.94+ 3.97 3.24% 0.58 47/28
t/a? 0.249 1.214 -0.528 0.251
P 0.618 0.227 0.598 0.616
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Table 2 Comparison of clinical symptoms

Short breath duration

. . Number of angina
Duration of angina

Groups Time point . ) . pectoris attacks
(min) pectoris (min) )
(times/week )
Before treatment 3.89+ 0.86 5.31% 0.78 7.48+ 1.27
Control group (n=75)

After treatment 2.57+ 0.63* 3.84% 0.62% 4.75% 0.84*

Observaﬁon group Before treatment 3.81% 0.72 5.22+ 0.67 7.26% 1.08
(n=75) After treatment 1.89% 0.66% 2.71% 0.49* 3.32% 0.75%

Note: *P<0.05, compared with before treatment. “P<0.05, compared with after treatment.

2.3 ILINEEIEHR

RIT)E , WigH CO .SV . EF Jl, H W EL 4
MR AR T X R4 (P<0.05) . JAYFHT, Pigl CO .
SV .EF Xf b R WEF(P>0.05), WK 1,5 3,
2.4 INE M K IhEE TS FR

YEYF AT, P4l sVCAM-1 ET \NO %t 4 WL
£ (P>0.05) 3R97 i, Pidl sVCAM-1 ET F %,
NO J} % (P<0.05). JAJ7 )5 , M 2E 4] sVCAM-1 |
ET X F X B4, NO & F Xf B4l (P<0.05) . L&l
2,%K 4,



9 - IREYESHE  biomed.cnjournals.com Progress in Modern Biomedicine Vol25 NO.1 JAN.2025

2.5 Imi& ApoAl . IGF-1,MCP-1 B LMCP-1 F & (P<0.05). WRIr s, WEd
BITHT, P4l ApoAl (IGF-1 MCP-1 Xf bk  ApoAl (IGF-1 & F X} B 41 , MCP-1 {Ik T % 8 4

L2 R (P>0.05), J&J7 J5 , M4l ApoAl [IGF-1 F}  (P<0.05), VLK 3,325,

B Control group (n=75) @ Control group (n=75) B Control group (n=75)

B Observation group (n=75) @ Observation group (n=75) @ Observation group (n=75)

CO (L/min)
SV (ml)
EF (%)

Before treatment After treatment Before treatment After treatment Before treatment After treatment
B 1 DO IhEEREARERE
Fig.1 Histogram of cardiac function indexes
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Table 3 Cardiac function indexes

Groups Time point CO(L/min) SV (mL) EF (%)
Before treatment 5.98+ 0.82 37.32+ 6.92 47.38% 6.09
Control group(n=75)
After treatment 7.72+ 0.96* 43 .94+ 7.22% 53.29+ 6.53%
Observation group BefOI'e treatment 5.87+ 0.79 37.26+ 5.23 47.91+ 5.35
(n=75) After treatment 8.91% 0.62% 49.34% 6.15% 59.78+ 4.79%*

Note: Consistent with table 2.
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Fig.2 Histogram of endothelial function indexes
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Table 4 Endothelial function indexes

Groups Time point sVCAM-1 (ng/mL) ET (ng/L) NO (pmol/L)
Before treatment 256.83+ 14.73 109.74+ 11.08 18.27+ 2.62
Control group(n=75)
After treatment 227.89+ 12.69* 93.12+ 12.98* 24.82+ 3.83*
Observation group Before treatment 255.93+ 11.71 108.59%+ 10.56 17.78+ 3.12
(=75) After treatment 183.91% 10.62** 82.18+ 8.53* 29.36+ 4.23*

Note: Consistent with table 2.
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Table 5 Serum ApoAl, IGF-1 and MCP-1

Groups Time point ApoAl (mg/L) IGF-1(ug/L) MCP-1 (ng/mL)
Before treatment 1.11+£ 0.26 71.56+ 8.33 81.58%+ 6.39

Control group (n=75)
After treatment 1.28% 0.31*% 83.89+ 9.34% 69.53+ 5.41%*
Observaﬁon group Bef()re treatment 1 . 13+ 0 . 26 72 . 18+ 6 . 32 80 . 69 + 7 . 34
(n=75) After treatment 1.45+ 0.18% 95.17+ 9.35%* 57.08+ 6.51%

Note: Consistent with table 2.
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