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Clinical study on Vitacamphorae Injection combined with meglumine adenosine
cyclophosphate in treatment of heart failure
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Abstract: Objective To investigate the clinical efficacy of Vitacamphorae Injection combined with meglumine adenosine
cyclophosphate in treatment of heart failure. Methods Patients (86 cases) with heart failure in the Fourth Affiliated Hospital of
Harbin Medical University from September 2016 to September 2017 were randomly divided into control (43 cases) and treatment (43
cases) groups. Patients in the control group were iv administered with Meglumine Adenosine Cyclophosphate Injection, 180 mg added
into 5% glucose injection 500 mL, once daily. Patients in the treatment group were im administered with Vitacamphorae Injection on
the basis of the control group, 2 mL/time, once daily. Patients in two groups were treated for 2 weeks. After treatment, the clinical
efficacy was evaluated, and the cardiac function indicators, and the serum cytokines levels in two groups before and after treatment
were compared. Results After treatment, the clinical efficacy in the control and treatment groups was 83.72% and 97.67%,
respectively, and there were differences between two groups (P < 0.05). After treatment, the LVEDD, LVESV and LVESD in two
groups were significantly decreased (P < 0.05), but LVEE was significantly increased (P < 0.05), and the cardiac function in the
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treatment group was significantly better than that in the control group (P < 0.05). After treatment, the serum NT-proBNP, cTnT, B-EP
and IL-1p levels in two groups were significantly decreased (P < 0.05), but VEGF and IGF-1 levels were significantly increased (P <
0.05), and these serum cytokines levels in the treatment group were significantly better than those in the control group (P < 0.05).

Conclusion Vitacamphorae Injection combined with meglumine adenosine cyclophosphate has remarkable clinical effect in

treatment of heart failure, which can effectively improve the heart function and reduce the inflammatory response, reduce the risk of

myocardial remodeling.
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Table 1 Comparison on clinical effect between two groups

25 n/ b A %l ok AL/ BAEBHEIY%
i FR 43 17 19 7 0 83.72
BT 43 22 20 1 0 97.67"
x4l "P<0.05
“P < 0.05 vs control group
F2 FADIEEIEIRELE ( x +s )
Table 2 Comparison on cardiac function indicators between two groups ( X %s)
45 n/fl WS [ LVEE/% LVEDD/mm LVESD/mm LVESV/mL
xof R 43 YRITHT 42.34+3.25 64.28+4.61 52.31+6.39 156.77 +35.86
BIT G 49.72+4.43" 47.84+1.63" 40.75+2.42" 118.84+19.42"
BIT 43 YRIT AT 42.36+3.28 64.25+4.57 52.29+6.35 156.73+35.84
BIT G 55.85+4.48" 41.23+1.58™ 31.32+2.46™ 102.35+19.3174

SRAEIT R P<0.05: SXTIR4LAITELHE: 4P<0.05
“P < 0.05 vs same group before treatment; P < 0.05 vs control group after treatment

*3 MEAMEMMETAFEE ( x+s, n=43)
Table 3 Comparison on serum cytokines levels between two groups ( X s, n =43 )

5 WZENFE NT-proBNP/(ng LY  cTnT/(pgmL™) B-EP/(ngL ') IL-1p/(ng'L™Y) VEGF/(ngLi™)

IGF-1/(ng mL™)

XTHE VRITHT 745.76 +63.61 93.49+1551  86.88+8.41 0.48+0.15 307.42+34.78  103.52+12.45
BTG 328.57+£17.96" 75.76+11.68"  4573+4.74" 0.24+0.06" 468574225  128.36+14.78"

WY WITHT 745.72+63.63 93.46+1547  86.84+8.37 0.46%0.12 307.36+34.75  103.56+12.48
BTG 246.83+17.76"  61.24+11.64™* 37.25+4.68"* 0.12+0.03"* 549.71+42.38™* 147.56+14.84"*

SRR RIS "P<0.05; SXALATT R 4P<0.05

“P < 0.05 vs same group before treatment; “P < 0.05 vs control group after treatment
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