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Effects of High Dose Naloxone on the Typell Respiratory Failure of Chronic Obstructive Pulmonary
Disease in Acute Exacerbation Time

YE Aijul, CHEN Saizhenz, ZHANG Xiaominl, HONG Bingl(l.Department of Pharmacy, People’s Hospital in Sanmen
County, Sanmen 317100, China; 2.Department of Pharmacy, Taizhou Central Hospital of Zhejiang Province, Jiaojiang 318000,
China)

ABSTRACT: OBJECTIVE To investigate the effects of high dose naloxone on the type Il respiratory failure of chronic
obstructive pulmonary disease(COPD) in acute exacerbation time. METHODS From Jan 2006 to Jun 2009, 115 cases of
COPD accompanied with type Il respiratory failure and respiratory acidosis in acute exacerbation time were retrospectively
analyzed and divided into iv group, iv-vp group, ivgtt group and control group. The 55 cases in control group were given routine
treatment, while the other 3 groups (60 cases in all groups) were given naloxone 1.2-2 mg added in 0.9% sodium chloride
injection by intravenous push injection, minipump intravenous injection, and intravenously guttae on routine treatment,
respectively. Observe the clinical turnover, mechanical ventilation, blood gas analysis, heart rate and breathing rate in the four
groups before the patients discharged. RESULTS There was no significant difference among the four groups with
improvement rate(P>0.05), which was 77.78%, 90.91%, 81.82%, 90.91% in iv group, iv-vp group, ivgtt group and control group,
respectively. Traumatic mechanical ventilation rate in iv group was 51.85%, which was significantly higher than in the iv-vp
group which was 22.73%, ivgtt group 33.33%, and control group 27.27%(P<0.05). After two days of treatment, pH in each group
was significantly increased, PCO, was decreased, PO, of iv group was slightly decreased while the other three groups were
slightly increased. The index (pH, PCO,, PO,) of experimental groups had no obvious significance(P>0.05) except the pH of
control group (P<0.05). The respiratory rate and heart rate did not slow down even accelerate in the patients of type Il respiratory
failure of COPD accompanied tachycardia and tachypnea after using high dose naloxone. CONCLUSION High dose naloxone
couldn’t improve clinical turnover of type Il respiratory failure of COPD in acute exacerbation time and high dose naloxone by
intravenous push injection even increased the risk of traumatic mechanical ventilation.

KEY WORDS: chronic obstructive pulmonary disease; naloxone; clinical turnover; traumatic mechanical ventilation
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Tab 1 General state of patients in the four groups

4 BB R G T PURGE = Wi
W AIEK S R B BLAT R IR 07 % 1 LU s
TR LRI o AEW AT IFEAE L, HREA

o peXiEAY) 4 531 141 - 1S53 #r R BE R 7
1 % % pH PCO,/mmHg PO,/mmHg Bk WEEE BB
eyl 27 23 4 69.30+£5.25 7.24+0.09 99.96+29.75 56.62-19.58 6 4 2
Ml 22 17 5 71.36+8.87 7.2640.01 87.82+18.43 62.23+13.71 3 4 4
Tl 11 9 2 73.09+7.20 7.264£0.07 99.80+34.45 57.75+48.73 2 1 1
$ IR 4 55 4 1 69.89+7.90 7.26+£0.09 87.50+35.01 59.80+20.90 5 5 4
o [E BRAC R FH 2427 2011 41 8 H 2F 28 4545 8 M Chin JMAP, 2011 August, Vol.28 No.8 777 -



YT AN 1.2~2 mg I 0.9% 54N S (NS)
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Tab 2 Comparison of clinical turnover and traumatic mechanical ventilation among four groups
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Note: Compared with iv-vp group, ivgtt group, control group, YP<0.05
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Tab 3 Comparison of blood gas analysis indicators of unincorporated traumatic mechanical ventilation patients before

treatment and two days after treatment
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