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Effect of Treatment with Desmopressin Acetate to Reduce Blood Loss
after Cardiac Surgery

Jae Hyeon Yu, M.D. *, Young Lee, M.D."

Bleeding after cardiopulmonary bypass remains a cause for concern, requiring reexploration
of the chest in approximately 3 percent of patients who have had operations on the heart.
We examined the possibility that this problem mght be alleviated by desmopressin acetate
(DDAVP), synthetic vasopressin analogue that lacks vasoconstrictor activity,

In a prospective, randomized trial, we studied the effect of intraoperative desmopressin
acetate in 20 patients (the treated group 10 patients and the control group 10 patients)
undergoing various cardiac operations requiring cardiopulmonary bypass.

The result showed that the early postoperative (during first 24hrs) and mean postoperative
blood loss (first 3 days) of the treated group were significantly reduced than the control
group(447+ 199ml in the treated group versus 746+199ml in the treated group versus 746
4295 ml in the control group, p=0.014: mean+standard deviation and 6754276 ml in the
treated group versus 10064303 ml in control group, p=0.019). The mean red-cell transfusion
in first 3days were reduced in the treated group than the control group (3.34+1.7 units vs,
4.9 +1.7units, P=0.051). There were no untoward side effects of desmopressin acetate.

We conclude that the administration of desmopressin acetate can be recommanded to red-

uce blood loss and blood conservation in patients undergoing cardiac operations.
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Table 1. Age and sex distribution of two groups

Treated group  Control group

(n=10) (n=10)
Age(yr)
mean+S.D" 42.4+11.89 36.6+12.24
Sex
M:F 2:8 1:9

*SD : standard deviation
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Table 2. Op. duration, CPB time, ACC of two groups

Treated group Control group

(n=10) (n=10)
mean4SD* mean4SD*

Op.* duration(min) 253 + 51 232 + 46
CPB* time(min) 94 + 45 70 + 28
ACC™™ time(min) 63 + 41 41 + 20

cardiopulmonary bypass
»* aortic cross clamp

standard deviation
operative duration

%

Table 3. Diagnosis and Operative Procedure of the
two Groups

Treated Group Control Group

(n=10) (n=10)
Diagnosis
Mitral stenosis 4
Mitral stenosis & 2 1
regurgitaion
Mitral regurgitaion 0 2
Mitral stenosis & 1 0
aortic stenosis
Aortic stenosis & 1 0
regurgitation
Atrial septal defect 1 2
Myxoma 1
Pulmonic valve 0 1
stenosis
Operative procedure
Valve replacement
aortic 1 0
mitral 5 6
aortic & mitral 1 0
Open mitral 1 1
commissurotomy
Closure of ASD 1 2
Exision of myxoma 1 0
Pulmonic valvotomy 0 1
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Fig. 1. Bleeding time of two groups
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Table 4. Blood loss of two groups

Treated group Control group

(n=10) (n=10) P Value®
Blood loss(mil)
Total™ 1734+619(n=8) 18424286 NS
During operation  992+476(n=8) 8824402 NS
First 0-12hr 2874193 4394303 NS
First 12-24hr 160+ 72 258+ 85 0.005
First 24hrs 4474199 7464295 0.014
First 3days 6751276 1006303 0.019

*NS : not significant
*Total : during operation & first 3days

Blood ioss(ml)
1,400
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ist 3days

during op. 1st 0-12hr 1st 12-24hr Ist 24hrs

B : the treated group [] : the controt group
Fig. 2. Blood loss of two groups
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Fig. 3. PRC transfusion in first 3days of two groups

Table 5. Platelets count of two groups of patients

Treated group Control group

{(n=10) (n=10)
Platelet count
(x1,000 / ml)
Before operation 231169 226478
After induction 188+70 2194381
Bypass 15min, 89+19 123+42
After protamine 76132 141441
After drug 90min, 123439 1954-65
glsdct.
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