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1. The pathogenesis of ligamentum flavum in
degenerative lumbar disease
(BHEHRBICH T 5 EEHHORKEE)
1) Morphological changes of the ligamentum
flavum as a cause of nerve root compression
(FEHEZ B 1) 3 HBEE & HRIROBRSIFERRET
—HENHOME L HRIREBMR & D/E—)
2} The pathology of ligamentum flavum in degen-
erative lumbar disease

(BEHETMEEICH T3 EEHHOKE)
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2. AT1A-deficient mice show less severe progres-
sion of liver fibrosis induced by CCla
(AT1A BRRMEREB~Y 7 X FMBEREIC & VER
LRHRMILERT B)
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Loy —7rIF 7y % (RAS) OHEZIFG
MEALZHIHIT A Z LB SN TV D, REFFETI
Angiotensin I DFBEZHEAKTH 5 ATIA ZHMEXKIE
<A (ATIA KO =% A) &V, e icsy
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Ch7bI/6 (BAR) <7 AB LU ATIA KO v 7 R{Z
CCl %5 L, WA CTHEWME L7z, CCly DEMH
B TR TERRERCOREICEREZL RO LN
2720 —H, CCls DRERS (GE2[E4EH) %217
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BMThHol, TOMBITRIC—HLT, B4 O
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3. Concise prediction models of anticancer efficacy
of 8 drugs using expression data from 12 select-
ed genes
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RLEBRIZFORBMETIC L 2 FUBHIR 5515027 )
VAT LADREE RS T, FHROELIZIE, & ME
=EEME 19 %% L7, 5-FU, CDDP, MMC,
DOX, TXL, TXT, CPT-11, SN-38 %#xtR&EH & L,
cDNA <A 2707 L A2 & 3R EEF IR
DRI REEBRZTFOBEM MY, ZOHh o8 T
TIHEH SN TV B RIZT %2 ERL, E2WEIHEN
CEAERARORRORE, FARERETE L. £
EERRISFICEY, FROBEFORBEOMBEE
YHEEL, ERNICHRETFET 2R 2RO, £/,



Stage IV 5% 30 SEFI DIGEATRE G AR 41 A%
B, 5-FU fLEBEOBRRIRE TV EERL 72,
FHHEZ L L GEE SR EIZFHIZI2TH ), #
DEBEDORACL VR EZTFHUT 258X, v%b
HLERE SN FEE TNV in vitro, R E D IZHBW
FHMEERT Z EATRIBEI N,

4. Expression of hypoxia inducible factor (HIF)- 1
and mutation of the von Hippel-Lindau (VHL)
gene in human colorectal carcinoma

(& FRKBEICH T3 HIF-1 o OB E VHL EHE)

BIETFER)

1) Expression of hypoxia-inducible factor-1 & is
associated with tumor vascularization in human
colorectal carcinoma

(& FXEBEICH T B hypoxia-inducible factor-1 &
DOHRBR L BEMEFE & OREE)

2) Mutation of the von Hippel-Lindau (VHL)
gene in human colorectal carcinoma:
Association with cytoplasmic accumulation of
hypoxia-inducible factor (HIF)-1

(& MXB#EICH B von Hippel-Lindau (VHL)
FENFIERFOER L hypoxia-inducible factor
(HIF) -1« DEBRE & DEE)
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(B8] KB#EICBiT5 HIF-1a OREBERKR O VHL
HEIRIZFOERIZOVWTHRN 24T 770

(#r8 & ] K& 139 Bl x5 L L, HIF-1a,
VEGF D53 % RT-PCR, Western blot &, HEfE!C
TEMiEi L, BRREFHSRERE L. 571>
WH LY DNA ZHiH U VHL B FEE e L7,

[ER] KBEMIEETIE 4 8kT 34k, KBEER
T106IHh 8 BlicBWT HIF-1a EH KU VEGF
mRNA OBFEHAPBR SN, REMBFWRE
Tid HIF-1a PR ISR ICH L VEGF BiEE,
BNERE, REFE, FEBREIFEIIEFE
ARERTH o7, VHL BIEFEEZL0HICERD SN
A5, BEBETE HIF-la OEMIEICB T2 8RE
PABIIRETH o7,

[#%#] HIF-la B RXBEOMEFEICHESL,
HIF-la OFIEIE—E, VHL ERFICL VARG SN
TW5Z EITREENT,
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5. Expression of lymphangiogenic factors, VEGF-C
and VEGF-D, in human colon carcinoma

(E bKBEICHT B o EHERF VEGF-C,

VEGF-D O3H)

1) Expression of VEGF-C and VEGF-D at the
invasive edge correlates with lymph node
metastasis and prognosis of patients with col-
orectal carcinoma.

(KBEOESXERICH TS VEGF-C, VEGF-D
DRJ|E) 2 NEERE, T ORE)

2) Regulation of vascular endothelial growth fac-
tor (VEGF)-C and VEGF-D expression by the
organ microenvironment in human colon carci-
noma.

(KBREIZ$H 1+ 3 VEGF-C, VEGF-D OFIREAE)
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(B8] vV v EHAERF VEGF-C B X U VEGF-D
DRI BT 2 BERNERD X CERFHRELH
52T 5,

& & HE] 1) ETREELS9FIIN L, VEGF-
C/D DHEB % RIFMBFHHNT L, BRFEZNE
HEDOBELBRE L7z, 2) KEEMiatkEt 2 — F<
TAOET (BprE) L8R (AP <BHEL, iE
FMU/NEE O VEGF-C/D BEANOEE* RERE D
X U°PCR I THREN L 72,

[#58] 1) VEGF-C/D & bEELEHETICBNTE
BAEL, 2ORBFVANNVIZEEOERERE, V) V3
EROAL O THEBLE DHBL 0z, 2) BiE
BT KGR L B L2580 ATEBEL
ok L7zo FFTBHEIES I RITES ICH L, VEGF-
CD EBHLUBED» o7,
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CD ODEFRBEHFMBINREICI VEEZZITHLI LD
N (A

6. Electrophysiological characterization of the
tetrodotoxin-resistant Na* channel, Nay1.9, in
mouse dorsal root ganglion neurons

(R RBIRBBE =2 —O2ICH T3 Nay1.9 B
FOETERFAVEMN)
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