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2. Activation of signal transducer and activator of
transcription 3 correlates with cell proliferation
and renal injury in human glomerulonephritis
(STATS I3 b PRHAEBRICHS W THRREES LU
BlEE CHHET3)
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3. DECT1 modulates the circadian phase of clock
gene expression
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4, One-year clinical outcomes of dialysis patients
after implantation with Sirolimus-eluting coronary
stents
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5. Engraftment of human hepatocytes in the livers
of rats bearing bone marrow reconstructed with
immunodeficient mouse bone marrow cells
(SCID 1k5 v FEEBADE FTFEROER)
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6. Systemic glucocorticoid therapy reduces pain
and the number of endoneurial Tumor Necrosis
Factor-Alpha (TNF a ) -positive mast cells in rats
with a painful peripheral neuropathy.
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7. Clinically relevant concentrations of
olprinone reverse attenuating effect of propofol
on isoproterenol-induced cyclic adenosine



monophosphate accumulation in cardiomyocytes
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8. Hypoxia-induced upregulation of endothelial
small G protein RhoA and Rho-kinase/ROCK2
inhibits eNOS expression
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9. Single immobilization stress differentially alters
the expression profile of transcripts of the brain-
derived neurotrophic factor (BDNF) gene and
histone acetylation at its promoters in the rat
hippocampus
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10. Decreased levels of ghrelin, cortisol, and
fasting blood sugar, but not n-octanoylated
ghrelin, in Japanese schizophrenic inpatients
treated with olanzapine
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11. Accuracy of sonographic elastography in the
differential diagnosis of enlarged cervical lymph
nodes: comparison with conventional B-mode
sonography
(BEASESR Y > /NEHORBEEINCH T IBEET
TANT T T4 DEPE £KE B T~ FEED
s

Farzana Alam
R B2 B e R AR A
(B EES#)

(B8] BEREERY > /o BREENIC BT 518
BHRLIANTT 74 (BEERE) OEBELIERE
B E— FELDEBICBWTIREET 2 2 &

[FE] 37 ZOBEENPSD S +01) »5H ik
53, BUBME:32) HLTZIANSTS 74, B E—

FEZEIT L2 T XM S 7 4100 vl
e, SAEMEIR, EHAIC L Y 5 pattern W2HHEL (Lt
Bk~ 5 W), B B— FiEX Y VSEHIOERE, BIK,
WIGHEIR, HERE U Y SPIOEED 5 DOBMTEE S
FVF, mEHFRE Lz, ROC TICX ) BEEOS
W2 BREL, TIANST 74 CIEHE3~5 %,
B E— FERAIT 7~ 10 2EMEE L7z

[HR] BE HEE /LSRRI B E— FET
98% ./ 59% / 84%, L5 A NZ T T 4 T83%
100%  89%, T DM A TId 92% ./ 94%  93%
THholze

(] BVBRAEOISA N ST 18, BV
BED B E— FiEziafbebl izl l, ERE
) OB T M E S5 2 EQRETH
B EIRBE NI,

12. Magnetic force-assisted meniscal resection
under arthroscopy
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13. Neurodevelopmental abnormalities associated
with severe congenital neutropenia due to the
R86X mutation in the HAX7 gene
(HAXT BI5F D R86X BRIC L 2P IEHERE
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14. High frequency of AMLT/RUNXT point
mutations in radiation-associated myelodysplastic
syndrome around Semipalatinsk Nuclear Test
Site.
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In this study, we investigated the AMLI
mutations in radiation-exposed patients with MDS/
AML among the residents near the Semipalatinsk
Nuclear Test Site (SNTS), where the risk of solid
cancers and leukemias were increased due to the
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radiation effects.

We collected smear slides of bone marrow
aspiration from 125 cases with hematological
diseases. There were 73 cases from the hospitals
in the vicinity of SNTS, including 36 cases of acute
myeloid leukemia (AML), 5 cases of acute lymphoid
leukemia (ALL), 2 cases of chronic myeloid
leukemia (CML), 5 cases of refractory anemia of
myelodysplastic syndrome [MDS (RA)] and 25
cases of MDS/AML. Fifty-two cases diagnosed in
Astana City Hospital (non-exposed area) included
14 cases of AML, 3 cases of ALL, 15 cases of
CML, 7 cases of MDS (RA) and 13 cases of MDS/
AML. All patients near the SNTS were divided
into four radiation dose groups according to their
total effective doses; (1) high level group (greater
than 300 mSv), (2) middle level group (50 to 300
mSv), (3) low level group (0.1 to 50 mSv), and
(4) negligible level group (less than 0.1 mSv).
Patients born long after atmospheric or surface
nuclear explosions were classified in the negligible
group. We analyzed exons 3 through 8 of the AMLI1
gene by PCR-SSCP assay using genomic DNA and
confirmed mutations by sequence analysis. AML1
point mutations were identified in 7 patients, all of
them with MDS/AML. No AML1 mutation was
found in the patients with MDS (RA), AML, ALL
and CML. AMLI point mutations were detected in
7 of 18 (39%) radiation-exposed MDS/AML patients.
In contrast, no AML] mutation was found in 13
cases of unexposed MDS/AML. The frequency of
AMLI mutations in radiation-exposed patients with
MDS/AML was significantly higher compared with
unexposed patients (p<0.05).

These results suggested that radiation might
contribute to the development of MDS/AML
through AML1 mutations among the residents near
the SNTS. We also found a significant correlation
between individual estimated doses and AML1
mutations. Considering these results, AML] point
mutations might be a specific biomarker that
differentiates radio-induced MDS/AML from
spontaneous MDS/AML.

15. Activation of KIF4A as a prognostic biomarker
and therapeutic target for lung cancer
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