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Effects of recombinant human brain natriuretic peptide on the cardiac function and ventricular remodeling in
patients with chronic heart failure. LIANG Fei—fei, JI Mei—jia, WU Jun—hua. Department of Geriatrics, the First Hospital
of Zhangjiakou, Zhangjiakou 075000, Hebet, CHINA

[Abstract] Objective To explore the effects of recombinant human brain natriuretic peptide (rhBNP) on the
cardiac function and ventricular remodeling in patients with chronic heart failure (CHF). Methods A total of 95 CHF
patients, who admitted to Department of Geriatrics of our hospital from May 2012 to July 2015, were selected and ran-
domly divided into the control group (n=47) and the observation group (n=48) according to random number table. The
control group was treated with conventional drugs, and the observation group was treated with intravenous rhBNP on the
basis of the control group. The two groups were treated for 3 d. The clinical efficacy of the two groups was compared.
The indicators of cardiac function and ventricular remodeling of the two groups before and after treatment were mea-
sured and compared by ultrasonic cardiogram. The levels of related neuroendocrine hormone of the two groups before
and after treatment were detected and compared by radioactive immune analysis. The two groups were followed up for 6
months, and the occurrence of major adverse cardiac events (MACE) was recorded during following up. Results After
the treatment, the clinical efficacy of the observation group was 89.58%, which was higher than 72.34% of the control
group (P<0.05). The levels of N-terminal pro-brain nitric peptide (NT-proBNP), renin (R), angiotensin Il (Ang Il ), aldo-
sterone (ALD), endothelin—1 (ET-1) and antidiuretic hormone (ADH) in 48 hours after the treatment were decreased, in
addition to ALD and ADH, other indicators of the observation group were significantly lower than those of the control
group (P<0.05 or 0.01). The left ventricular end diastolic diameter (LVEDd) and left ventricular end systolic diameter
(LVEDs) of the observation group after treated for 6 months were respectively (56.2743.12) mm and (38.75+3.81) mm,
which were significantly lower than before treatment (P<0.05 or 0.01). The left ventricular ejection fraction (LVEF),
fractional shortening (FS), interventricular septum thickness (IVST) and left ventricular mass index (LVMI) after treated
for 6 months in the observation group were respectively (38.38+4.05)%, (25.57+4.11)%, (10.22+0.61) mm and (129.61+
12.13) g/m’, which were significantly higher than those before treatment (P<0.01). In the control group, all the above in-
dexes were significantly changed after the treatment (P<0.05). After treatment for 6 months, the LVEDd and LVEDs of
the observation group were significantly lower than those of the control group, while the LVEF, FS, IVST and LVMI of
the observation group were significantly higher than those of the control group (P<0.01). During follow-up, the occur-
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rence rate of MACE in observation group was 18.75%, which was significantly lower than 40.43% in control group (P<

0.01). Conclusion rhBNP can inhibit ventricular remodeling, improve the prognosis and cardiac function of CHF pa-

tients, significantly increase the clinical efficacy and reduce the occurrence of MACE.

[Key words] Recombinant human brain natriuretic peptide (thBNP); Chronic heart failure (CHF); Cardiac func-

tion; Ventricular remodeling; Major adverse cardiac events (MACE)
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Clinical value of measuring NT-proBNP, D—-dimer and Fib plasma level in chronic obstructive pulmonary
disease patients with pulmonary embolism. CHEN Yun-xia, LI Min, CHEN Xiao—xiang, ZHANG Yong—juan.
Department of Respiratory Medicine, the People’s Hospital of Langfang City, Langfang 065000, Hebei, CHINA

[Abstract] Objective To determine the value of measuring N-terminal pro-brain natriuretic peptide (NT-proB-
NP), D-dimer and Fibrinogen (Fib) in the chronic obstructive pulmonary disease (COPD) patients with pulmonary embo-
lism (PE). Methods The plasma levels of NT-proBNP, D-dimer and Fib in 133 COPD patients (COPD group) and 70
COPD patients with PE (COPD+PE group) in the People's Hospital of Langfang City from February 2011 to June 2015
were detected. The differences in three indexes between the two groups were statistically analyzed, and the correlation
with partial pressure of oxygen was analyzed. Results The levels of NT-proBNP, D-dimer, and Fib were significantly
increased compared with those in COPD group, (2 800.00+1 424.55) pg/mL vs (1 842.75+£813.83) pg/mL, (1 297.77+
445.59) ng/mL vs (745.26+£258.62) ng/mL, (6.83+1.27) g/L vs (4.01£0.92) g/L, P<0.05. The plasma levels of NT-proB-
NP, D-dimer and Fib were negatively correlated with PaO, (r=-0.708, -0.697, =0.706, all P<0.05). Conclusion The
plasma levels of NT-proBNP, D-dimer and Fib are increased in COPD patients with PE and are related to the severity of
hypoxia in patients, which could be used as a clinical noninvasive indicator for screening COPD with PE.

[Key words] Chronic obstructive pulmonary disease (COPD); Pulmonary embolism; N-terminal pro-brain natri-
uretic peptide (NT-proBNP); D-dimer; Fibrinogen (Fib)
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