Special Isue - k| AP 7| 0| 4] &g Bt
LIAF RPZ1Z7 12X 2=
O o LI

e 7 A 1) Bxom 58791 4rle] B % o]
goesnacazas A O ¢ e ¥ J B4 7157 47
M= ZeT LS 50

Sung Joo Kim, M. D. & w7 87) AHge] AR ol oj@k FAlst o]
Deparment of Srgery g71014e0) 7Fsd A FHE) $18 Asstn 4

Sungkyunkwan University School of Medicine, Samsung Medical Center

E—mail : kmhyj@smc.samsung.co.kr

Abstract

With the advances in surgical techniques and the emer-
gence of potent immunosuppressive drugs, transplan-
tation has been performed more commonly as the treatment
modality for the patients with end—stage diseases of most
major organs. And, because of donor organ restriction, the
proper management of brain-dead donors in intensive care
unit (ICU) has been recognized as a critical determinant for a
successful transplantation of the harvested organ. Moreover,
the favorable clinical outcomes of the recipients are directly
associated with the well—preserved organ function of the
brain—dead donor, which can be accomplished by the main-
tenance of optimal perfusion. However, brain—death causes
various and profound physiologic changes such as cardiovas-
cular, pulmonary, endocrine, or coagulation derangements.
Therefore, for the maintenance of the organ from a brain-dead
donor in a transplantable condition, invasive monitoring for
hemodynamic stability, adequate ventilation support, and
aggressive pharmacologic support including hormonal resusci-
tation to treat diabetes insipidus and to correct hormonal dys-
regulation are needed. This article reviews the pathophysio-
logic changes caused by brain death and the adequate man-
agement to preserve donor organs.
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o5 ] B3-S Fe 39t M Mean Arterial
Pressure, MAP) >70mmHg
« 5%7] "H(Systolic Blood Pressure, SBP)
<160~170mmHg)
A8k (Heart Rate, HR) 60~ 120beats/min
@ A& (Body Temperature, BT) 36.5~37.8C
@ 2¥#F 0.5~3mL/kg/hr
® 4=t (Central Venous Pressure, CVP)
6~10 mmHg
(4) 71A4 871 2
(5) A& FA
warmed intravenous fluids, warming blanket,
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H (Mechanical Ventilation)

heated and humidified inspired gas
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(6) A (Position)
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(8) 191 #H(Nasogastric tube) @] 4 2 &2l
(9) A4 =48
5% dextrose in 0.45% sodium chloride+20mEq

2M KCL per liter at 75mL/h
(10) &9 AAHBIlood Sugar Test)

) 2417k mpeh Z438ke] 90~180mg/dLE FrA gt
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H(Maintenance fluid therapy) 2] 4]
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SIAL, B2 S 9EA

8&
)
)
e
i)
o,
JPU
i
_JOE
it
SE
N
Au)
>
o
o
frtl
4z
o,
o>

SBP 2100mmHg, HR : 60~120beats per minute,
VP 6~10mmHg §217F AFELH3). Agol2e] 1
HE# e 4 o =S MAP/F 5%E 5 vk A"
Qto] A45E 7 dopamine, epinephrine, norepi-
nephrine 59} inotropic agent’} &84 #2415 91
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2At}. Vasopressin
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(1) Standard inotropic supprt

dopamine <10¢g/kg/min

(2) SBP >160mmHg or MAP >90mmHg?! 7%
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Nitroprusside 0.5~5.0#g/kg per minute T+
Esmolol 100~300¢g/kg per minute ¥¢F % 100~
500¢g /kg bolus FFett}.

(3) Mz} ol Ejection Fraction(EF) <40%°]
A 8] dopamine(>10¢g/kg/min)< Foka}
A} vasopressors A% 79 W& (Cardiac Out-
put. CO), AFH
tance, SVR) & 743}/
(Pulmonary Artery Catheterization, PAC)S &
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% PAC hemodynamic target

A& (systemic vascular resis-
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* Pulmonary Capillary Wedge Pressure(PCWP)
6~10mmHg

+ Cardiac Index(CI) >2.4 L./min/m’

 Systemic Vascular Resistance(SVR) 800~
1,200 dynes/s—cm”

* Left Ventricular stroke work index(LVSWI)
>15g/kg/min
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2 fX8}3L methylprednisolone 15mg/kg(maximum

1g) 49 Foi7h At

It peak inspira-

4. SEZ "X (Hormonal Resuscitation, HR)

F o]
Bow P2E 7 gt Al
St
ok} AY vaso-

%<2 (Hormonal Re-

32 A A% (hormonal resuscitation)-<
AL 7] 715 AE wel o gk
Tl
&9 dopamine(>10¢g/kg/min)S F

oo b

EF <40% W dejebd o Hal

o,
=

pressors 2E 7§ 3=2&
suscitation)& -8},
# Hormonal resuscitation(2, 3)
* Methylprednisolone 15mg/kg bolus
* Triiodothyronine(T3) 4#g/hr bolus followed by
infusion of 3#g/hr
» Arginine vasopressin 1U bolus followed by

0.5~4U/hour
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1) Diabetes insipidus®] <]

@ Urine output>4mL/kg per h

(@ Associated with rising serum sodium
(=145mmol/L)

(® Associated with rising serum osmolarity
(=300mOsm)

® And decreasing urine osmolarity(<200mOsm)

2) 2550l tigk DDAVPS] &

DDAVP+ arginine vasopressin®| synthetic ana-
logue® Hlu A F=43 go]matgo] 9o vaso-
pressor 282 H|eFsit},

® 8

1~4pg I then 1~2¢g IV every 6h, =3k

<4mL/kg/h

@ 2o

0.25~1pg IV every 6h, H¥AMF <4mlL/kg/h
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