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HEY : [Why do Helicobacter pylori (Hp ) effect to extragastric diseases ? |
[What mechanism they are ? | &9 FAb7egefickt L, Hp b @i
T DPESRRR O AT E B L Hp B0 H R BICBE 53 2 @0 415
MO S ERR L, TNEENT D invitro EBRB LW in vivo EER ATV, &
21T,
FHE: (1) Hp OXV T T ALPIAHHET D Hp HURZ DT A2 7wy Mk
WB)TREL, TNHDOT X /By —7 =0 A& R Uiz, (2) Hp YA
faD¥EFE FIE RIS S ivie Hp U 75 ROFE% Hp S OFERbtiA % H
Wi (IP) 38 KO8 WB THiat L7z, (3) Human IgG & Hp CagA HiJit
¥ &L O Hprheat shock protein (HSP) & @ Binding %5t L7z, (4) Hp D~V 7
T AL P& FEEM KO DA O MEKCRME, ~ 27 17 7 — O
JalZ i &8, IP 38 LTV WB T CagA 35 KUY Hp-HSP HUR O N D A A %
Bt L, &Y A M A o OnWEEZE L, (6) CHFR (HCV) YOI
i B E ORI & TP B8 X OB e 217, Eiilat o U ik
CagA HiR7F RO &2 Bt Lz,

BRBIOBE . LRROEREITH RSN T [Hp BRI X D HE KRB
FOVE FHIENIZ W ST IR REIZRE 5375 Hp PRGBS T (vacA, cagA, OipA,
Hp HSPE%ET0) X, A > EHBL LT~ U BIRME T X R
FTAR—FT—T7RIA L, ZOWEMET I VBRI TALX—FFT—T /T
% CagA BLO HpHSP HUENRE /a7 ) v HH0I T a7 ) v A—s_—7
7 IV % L OIERFRATRIRIC X 2 EAERE AL, iRE E T U TR, B
iz # <, MERRZELEHUSNSOMOZRE LG L TRYIAENS Z LIk
D, BEREEBI O T A VRO EEBIZEE L TW5 ] & &L R
L9, GETZESREICT)



