238

and leaves on cardiac and coronary vascular
functions after 12-hour rat heart preservation
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5. Defective proliferation of primitive myeloid prog-
enitor cells in patients with severe congenital neu-
tropenia

(ERMGFHBRBVIEICH | 5 BITERIRR AT
FRDIMTERER )

AN OB (NERE)
SR HIRBAE (SCN) 4 FlD granulocyte

coloney-stimulating factor (G-CSF) 8 & U4 D& 1l

T A M4 T BRI #ET L72. SCN fE

FloEHEZERITMFRME CEDFE#®E S G-

CSF {247 5 a0 = —RREAME T L T 7z, G-CSF

Lt 7% —&IZF D PCR-SSCP |2 & AT T3 BH

BEay PO—VBLOMICERZRO P72, B

Mifa% CD34 FEtk cKit Rtz c#i b L7oMikaon 2

O — BRI BRERTET L T, CD34 BGi

c-Kit MM B ETHMT 52 70— Y RU

1 70—y OMRKTEERTERIETL TV,

SCN B D& Rk IR R AT EEMA X G-CSF R UMD

EMHEY A P A A G LTS RIBEAETLTW

A

6. BHEEICS (I MIEEREE L 7 F Baet

BT AR

1) 7 MEBEREARRICH TR

2) & MEEBLEEBEIC & (T AHEEE L REE

A B # (WRSHE

BERERE ORI E DY & FRETFRBD D, T v
b B2, AJE, dysplasia OMIBLHEEBIRE, L ¥
F AR RET L 7o

ZMEHI & LT BBN %2/, M&{LF#H12 BrdU #
MO 4 (LD, L7 F >~ (SBA, PNA, WGA,
Con A) DXEEME % 57 L 720

7 v MNERER T MY, FEMHRORFARETH
% PN @R T BrdU &M o 2K/ SN~ D5
i (+) % PNHB, (—) % PNHA &5 ET 5 &
PNHB (% PNHA & ) A2 LI 7% <, PNHA i3%%8
k%16 LI PBIEEE 2o -0 L
PNHB (Z7L5H/E, W~EfTL-EFE X HbN7, SBA
¥ 4&MEiZ PNHB (X PNHA & ) & IZEfl, dysplasia
O LB L M5, & LLESNIZ 5 FEFFE, Bk
MIEFREFFRIEDL o7,

BrdU #Z:#Mf 0 £ EKMBBLANDSHi, SBA &6
FEtEASTEMT IR E D4, b MEMET LI 3Tk
Wy & LCTHA, MPahigiiEs 5 dysplasia 3HTE
REELEZ LN,

7. Effect of Helicobacter pylori infection on gastrin
secretion in patients with duodenal ulcer
(+=iEBMFBREICEUI AV aNT72—-EOV
BREOHZ MY L 3BAOEE)
1) The association between antral G and D cells
and mucosal inflammation, atrophy, and
Helicobacter pylori infection in subjects with normal
mucosa, chronic gastritis, and duodenal ulcer
(E¥BHE, BERRRVU+_IERRERECS
(+BRIEESEG, D#lR & BMIEALE, EREUANY
AN 42— BEE DORE)
2) Comparison of meal-stimulated serum gastrin
response in Helicobacter pylori-positive duodenal
ulcer and asymptomatic volunteers with and without
Helicobacter pylori infection
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