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Induction chemotherapy for locally advanced
squamous cell carcinoma of the head and neck plays a
very important role in treatment selection. However,
malaise is one of the most common side effects of
induction chemotherapy (TPF), which significantly
reduces patients' quality of life and adversely affects the
treatment strategy. Recently, it has been reported that
administration of levocarnitine improved fatigue in
cancer patients. In head and neck cancer, carnitine
supplementation has also been reported to improve the
QOL of patients undergoing radiation chemotherapy.
However, there have been no reports in induction
chemotherapy. In this study, we investigated the
presence of potential carnitine deficiency in patients with
head and neck cancer and examined its effect on carnitine
homeostasis, including free carnitine, during induction
chemotherapy. Serum carnitine levels were measured
before and after induction chemotherapy in 20 patients
aged between 20 and 75 years, who received induction
chemotherapy as the first treatment for stage I1I or IVA
head and neck cancer. Furthermore, the patient was in a
state of potential free carnitine deficiency after induction.
This study suggests that supportive care with carnitine
may be able to begin in good condition for the next

CCRT or surgical treatment.
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Targeting endoplasmic reticulum stress enhances
the inhibitory effect of ruxolitinib in mutated
CALR transfected cells
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Primary myelofibrosis (PMF) is a Philadelphia
chromosome (Ph)-negative myeloproliferative
neoplasms (MPN) with high risk of leukemic
transformation. Ruxolitinib is currently the only
approved JAK inhibitor to improve clinical symptoms in
patients with PMF. However, ruxolitinib is not
CALR
mutations have been shown to be the drivers of PMF, and
the mechanism by which mutated CALR directly binds

to MPL to activate the JAK2 pathway has been revealed.

powerful enough to eliminate PMF clones.

Targets other than the JAK2 pathway to suppress PMF
clones have not been fully elucidated. We reported that
simultaneous inhibition of autophagy and proteasomes
resulted in a pronounced anti-myeloma effect by
Since CALR
works as a chaperone to reduce ER stress, we examined
the effect of ER stress in CALR-mutated cells.

We used UT-7/TPO, a human TPO-dependent cell
line, as a model of megakaryocytes that are key to the
pathogenesis of PMF. Mutated CALRs were transfected,

enhancing ER stress-mediated apoptosis.

and these cells acquired TPO-independent growth.

Proteasome inhibitors suppressed growth of both types of

(17)



