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Usefulness of perioperative nutritional therapy in liver transplantation
Toshimi Kaido, Shinji Uemoto

Division of Hepato-Biliary-Pancreatic and Transplant Surgery, Department of Surgery, Graduate
School of Medicine, Kyoto University, Kyoto, Japan

Change and innovation are essentials for advances in every field. We have developed many
innovations in the field of liver transplantation. In this presentation, especially, we would like to
introduce evidenced-based perioperative nutritional therapy in liver transplantation (LT).

Protein-energy malnutrition, which is common in patients with end-stage liver disease requiring LT,
is closely associated with posttransplant risk of morbidity and mortality. Especially, infectious
complications including sepsis often occur after LT and are the most frequent causes of in-hospital
death despite recent advances in perioperative management. We reported that pretransplant
nutritional status and supplementation with branched-chain amino acids (BCAA)-enriched nutrient
mixture have potent impacts on the incidence of postoperative sepsis. Preoperative serum zinc level
was markedly low, which showed negative correlation with ammonia level and positive correlation
with prealbumin level. Moreover, early enteral nutrition with the new immuno-modulating diet
enriched with whey-hydrolyzed peptide was useful to prevent posttransplant bacteremia. Most
recently, we reported that sarcopenia was closely involved with post-transplant mortality in patients
undergoing living donor LT and perioperative nutritional therapy significantly improved overall
survival in patients with sarcopenia.

Based on these findings, we have developed a tailor-made perioperative nutritional therapy as follows.

1) Evaluation of nutritional status using body composition analyzer upon admission

2) Preoperative administration of zinc and BCA A-enriched nutrient mixture as late evening snack

3) Administration of probiotics and prebiotics (synbiotics)to modulate gut immunity and to prevent
bacterial translocation

4) Perioperative rehabilitation aiming for postoperative early recovery

5) Preoperative oral rehydration therapy until 2 hours before anesthesia

6) Early enteral nutrition using a new immuno-modulating formula enriched with whey-hydrolyzed
peptide
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Role of zinc in the pathogenesis of neurodegenerative diseases
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@ Abstract

Zinc(Zn)is an essential trace elements that is
abundantly present in the brain. Although Zn
plays crucial roles in learning and memory,
numerous studies have indicated that the
disruption of Zn homeostasis, namely both
depletion and excess Zn, cause severe damage
to neurons and linked with various
neurodegenerative diseases including
Alzheimer’s disease and vascular dementia.
Here, we review the current understanding
about the role of Zn in the pathogenesis of these
neurodegenerative diseases. Based on our

findings and other numerous studies, Zn acts as

a contributor to Alzheimer’s disease in the
oligomerization, and as a protector in the
neurotoxicity of Alzheimer’'s f-amyloid protein.
Furthermore, Zn plays a central role in
ischemia-induced neuronal death and the
pathogenesis of vascular dementia. Involvements
of Ca*" dyshomeostasis and endoplasmic reticulum
(ER)stress in the mechanism of Zn-induced
neurotoxicity are suggested. We also discuss the
possible role of carnosine (f-alanyl histidine), a
dipeptide that is present in the brain, as an

protective substance for neuronal injury.

Key words : calcium homeostasis, Alzheimer's disease, f -amyloid protein, ischemia, vascular dementia
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