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1. Expression and distribution of glucocorticoid
isoforms in eosinophilic chronic rhinosinusitis
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2. Gradient magnetic-field topography reflecting
cortical activities of neocortical epilepsy spikes
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3. Expression of phosphoprotein enriched in
astrocytes 15kDa (PEA-15) in astrocytic tumors: a
novel approach of correlating malignancy grade
and prognosis
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4. Evaluation of Apoptosis and Immunohisto-
chemical Expression of the Apoptosis-related
Proteins in Mesothelioma
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5. Aberrant promoter methylation of W/F-7 and
SFRP-1, 2. 4 genes in mesothelioma
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6. Rapamycin enhances chemotherapy-induced
cytotoxicity by inhibiting the expression of TS and
ERK in gastric cancer cells
(BEMIRtKICH T3 TS £ U ERK BRIFIC &
% rapamycin D{LFEEMEIEDIEE)

G AR 31
BUAEEERL AR BB T/ 2 R
(B SVE)

Rapamycin (¥ mammalian target of rapamycin
(mTOR) % F#IRMIZIHET 25 FEENERETH D,
G1 arrest, MAEHEMEMEH B X U apoptosis 758
YEH %43 %5, mTOR #HOFEALIES < O BHE
BITRDLNTWE I L LD, bhvbhidHEME
FRIZx 3 % rapamycin OPUIEE AR B L OCTEREF
ZMGEE L 720 WEMIIEAR & L CTTMK-1, MKN-28,
MKN-45 3 X 08 MKN-74 fiifg#k = fiv» 72, Rapamycin
HAIPE 512X 5G1 arrest fEH, PuiEAl o BUES; &) 5#
WRAHEFR & 7z Rapamycin #%5-12 & 1) 5-FU D



WREE TDH 5 TS OFIAME BN B L O RAKAE
BB T2 2 L 2MRL, FtsFLr ot
BOTTSHEHAN S ORI SNG Z L 2R L 72
TMK-1 iZBWT Ft % ¥+ ) &rapamycin BF 12 B
W T ERK1/2, AEBP1O#IHIZIEB LT R =
AW OWHEALR R ENTe TNOLOREDL S
mTOR FHEFASBIEHERICB T 28 Lva@RB L 2
NIBHDEEZ LN,

7. Endogenous estrogen may prevent bone l0ss in
postmenopausal hemodialysis patients throughout
life
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8. Plasma mRNA concentrations of placenta-
specific 1 (PLAC7) and pregnancy associated
plasma protein A (PAPP-A) are higher in early-
onset than late-onset pre-eclampsia
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9. Maternal breast milk odour induces frontal lobe
activation in neonates: a NIRS study
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10. Establishment of functional telomerase
immortalized human hepatocytes and a hepatic
stellate cell line for telomere-targeting anticancer
drug development
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11. Is structural remodeling of fibrillated atria a
consequence of tissue hypoxia?
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12. Detection of Inappropriate Samples in
Association Studies by an IBS-based Method
Considering Linkage Disequilibrium between
Genetic Markers
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13. Clinical course and outcome of heart transplant
recipients; Single Center’s Experience at National
Cardiovascular Center
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14. Dosimetric verification of the anisotropic
analytical algorithm in lung equivalent
heterogeneities with and without bone equivalent
heterogeneities
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15. Search for transmembrane protein in gastric
cancer by the Escherichia coli ampicillin secretion
trap: expression of DSC2 in gastric cancer with
intestinal phenotype
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16. BMI-1 expression is enhanced through
transcriptional and posttranscriptional regulation
during the progression of chronic myeloid
leukemia
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Background: BMI-1, a member of PcG genes
play a critical role in regulating the activity of
hematopoietic stem and progenitor cells. BMI-1-
overexpression predicts poor prognosis in
myelodysplastic syndrome (MDS) as well as in
patients with AML and CML. Chronic myeloid
leukemia (CML) resulting from the neoplastic
transformation of a hematopoietic stem cell is
characterized by three clinical phases: chronic phase
(CP) , accelerated phase (AP) and blastic crisis
(BC) . We aimed to verify whether BMI-1 expres-
sion in CD34 (+) cells can be used as a molecular
marker for monitoring disease progression
in patients with CML.

Materials and Methods: 3 CML-BC cell lines (K562,
KT1, and BV173), HEK-293 cells and samples from
61 patients (53 bone marrow and 8 peripheral blood
samples) were used. CML cell lines were analyzed
for BMI-1 expression by Western blot and Flow
cytometry. HEK-293 cells were transfected with
BCR-ABL. Western blot and RT-PCR helped in
determining BMI-1, mRNA and BMI-1 protein

expression. RQ-PCR and Flow cytometry was
performed to analyze the BAM-/mRNA and BMI-1
protein expression in CD34+ cells in CML patients.
Results and conclusion: BMI-1 expression was found
be augmented in all CML-BC cell lines examined. To
determine the relevance of BMI-1 with disease
progression, BMI-1 expression in CD34 (+) cells
at each of the CP, AP, and BC was examined.
Interestingly, the level of BMI-1 expression was
significantly higher in CP than in controls, which
further increased during the course of the disease
progression (control-5.33%; CP--36.93%; AP and
BC--76.41%) . When HEK 293 cells were transfected
with BCR-ABL expression vector, not only the BMI-1
protein expression but also BMI-1 mRNA level
was amplified in vitro, suggesting that BMI-1 was
positively regulated by BDR-ABL. Curiously, mRNA
level for BMI-1 were almost consistent during the
disease progression from CP to BC (control-2.21;
CP-9.77; AP and BC-9.70. This difference between
BMI-1 protein and mRNA in CD34 (+) cells led
us to speculate that BMI-1 is regulated at the
posttranscriptional level in the course of disease
progression. BMI-1 expression was augmented after
treatment with proteasomal inhibitors (LLnL-26 pM,
52 uM and MG132-20 uM) in HEK-293 as well as in
K562 cells, which is derived from patients with BC.
Our findings suggest that BCR-ABL mediated
induction of BMI-1 could be involved in the devel-
opment of CML and further its transition from
CP to BC. We also suggest the usefulness of BMI-1
expression in CD34 (+) cells as a molecular marker

for monitoring patients with CML.



