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HABILER (short-term starvation) » ‘B #& AL & 40 i H
i LT TRE'E 1 2E (gluconeogenesis) » AREEfE
KBS ~ B8EE - ALMBRLFTFHIEERE 5 72 /N
% Fy RIVIBLER (long term starvation) » FUFH R
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3ZUH (congestive heart failure) °

57 P v 0 5 7 e KR VS 1P A e
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vs 53.65 [SD 0.97] X » log-rank p=0.002) - 534}
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@ I3 ¢ <0.5mmol/kg » #5F 24 mmol fi
BEEE TV 12 /)N
WEEER
® HEA MG TR HERRRE 2 1%
o Y EMMECHRERIGHERE (1
FHfGEE )
7-10  20-30kcal’kg [A] | » {HEE 7 KIEFHLEHTE 30ml/kg QD T4E BIW
KRS QD
EfbhdE QW

BRI IRKIEEY) 50-60% - iG] 30-40% » FEH'E 15-20% °

WEREFAL ALK ~ IIUBE ~ OBk ~ OISR -

AAbtmdrtes - B > 86 31 B - SREET ~ ATATRE © IRIRE - IIERAT -



284 b

i=13]

TERG S R IG 8T » Bl H S B3 4 ok R o
ANANHE T H R 20 o 2% A P R R i BE Y i
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T.H %140 SNAQ (Short Nutritional Assessment
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The patients with undernutrition are high risk group for refeeding syndrome. Refeeding after long term starva-
tion makes serum glucose increase and insulin secretion abruptly, reversing catabolism to anabolism, which needs
much electrolytes and micronutrients. However, those are already in shortage and worse during this change. We
should notice symptoms and signs, such as hypophosphatemia induced congestive heart failure and rhabdomyoly-
sis; hypomagnesemia caused delirium and cramps; arrhythmia and paralysis due to hypokalemia, etc. Sometimes
the result may be lethal. When we take care of those patients, the feeding amount had better start low and go slow.
It is necessary to monitor clinical condition and check biochemistry data and electrolytes frequently. (J Intern Med
Taiwan 2017; 28: 279-286)



