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Successful Brain Dead Donor Management with CRRT

— A Case Report —

Sang-Hyun Lim, M.D., Ph.D., Young-Joo Lee, M.D., Ph.D.*, Han Bum Joe, M.D.*,
Jae-Moung Lee, M.D.* and In-Kyung Lee, M.D.*

Departments of Thoracic and Cardiovascular Surgery, *Anesthesiology, Ajou University School of Medicine, Suwon, Seoul

Brain death results in adverse pathophysiologic effects in many brain-dead donors with cardiovascular instability.
We experienced a brain-dead donor with continuous renal replacement therapy (CRRT) who was in a severe meta-
bolic, electrolyte derangement and poor pulmonary function. The thirty-nine-year-old male patient with subarachnoid

hemorrhage and intraventricular hemorrhage was

admitted into the intensive care unit (ICU). After sudden cardiac

arrest, he went into a coma state and was referred to as a potential organ donor. When he was transferred, his vital
sign was unstable even under the high dose of inotropics and vasopressors. Even with aggressive treatment, the level
of blood sugar was 454 mg/dl, serum K" 7.1 mEq/L, lactate 5.33 mmol/L and PaO,/FiO, 60.3. We decided to start
CRRT with the mode of continuous venovenous hemodiafiltration (CVVHDEF). After 12 hours of CRRT, vital sign
was maintained well without vasopressors, and blood sugar, serum potassium and lactate levels returned to 195 of
PaO,/FiO,. Therefore, he was able to donate his two kidneys and his liver.
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Table 1. Changes of Vital Sign, Vasopressors and Laboratory Findings during Intensive Care Unit Stay
HOD3 HOD4
ABGA HOD1 HOD2 Pre-CPR Post-CPR Pre-CRRT Dur-CRRT Before OR
BP (mmHg) 120/80 73/46 95/59 96/61 98/69 114/74 108/73
Heart rate (/min) 88 120 125 121 140 111 85
Dopamine (mcg/kg/min) 9 13 11
Norepinephrine (mcg/kg/min) 0.11 0.56 0.91 091 0.5
Vasopressin (U/min) 0.03 0.03 0.03 0.03 0.03 0.03
Dobutamine (mcg/kg/min) 5 11 7
pH 7.432 7.256 7.146 7.183 7.232 7.449 7.413
PCO; (mmHg) 30.1 37.6 40.1 37.8 314 28.8 44.1
PO, (mmHg) 290.6 145 552 61.4 60.3 190.6 97.5
BE (mmol/L) —34 —10.0 —14.8 —143 —104 —3.0 39
HCO;3 (mmol/L) 19.6 163 135 13.1 14.8 19.5 27.3
FiO, (%) 50 40 40 80 100 100 50
P/F ratio 581.2 362.5 138.0 76.8 60.3 190.6 195.0
Na (mmol/L) 141 181 168 164 147 145 148
K (mmol/L) 36 24 1.6 25 7.1 4.7 47
Cl (mmol/L) 98 158 146 141 122 112 112
Creatinine (mg/dl) 0.8 1.0 24 2.6 20 1.3 1.3
Lactic acid (mmol/L) 1.8 - 3.14 5.33 223 1.93
Glucose (mg/dL) 96 154 458 154 158
CRRT: continuous real replacement therapy.
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Fig. 1. Chest AP of the patient.
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