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THE EFFECT OF LACTOFERRIN AND PEPSIN-TREATED LACTOFERRIN
ON IEC-6 CELL DAMAGE INDUCED BY CLOSTRIDIUM DIFFICILE TOXIN B

JOARNITFT A TLT T 4 AVEAD R BIZL DT v Mg FRCHIlREEC
KTATYT R T2 U FORTIATL AT Y N7 = U UAMRE DR

AARERKRF R AR TR IR A 58
KA ok BT
SHOCK 2018 #48# 7i&

Clostridium difficile infection (UL CDD 13VES OHTESEHRIF A S S BB BN L, BR
AN E 72> CND,  Clostridium difficile (LT CD) 1ZHIZ he A & B &2pEAET 508, HTC
t B IIF O E R, AREFEENNEE L7277 7=V > (lactoferrin: LA T LF) 1370
NTEEITE ENDEFFMEDEANZ L X TETH Y | FIRIEER7: EL 7 5RE0 R S s,
Flo, XTACKDT T N7 =) hEEY) (pepsinttreated lactoferrin: AT PLF) (23U T
ZOHHRIEEFNER SIvT0 5, ARIOSETIE, HEEEIXIEC-6 fila (7 v MG FEGHIY) %
MWT, CD FEAD e BIZKDEEET NVA(FR LIz, £ ZICLF XO'PLF 20z, Zh oo
PRI I TN 24T o 72,

HIEEE1L, TEC-6 MO 21To7-1%, hri v B(0.125~1.0ng/ml) ZMNx., MlEEEE5|&
2 Lz, &5, LF XO'PLF (lmg/ml) ZHMU7-REE21ER L=, £ ¢, WST1 X O'LDH
ZRE L, AR EER OIS E 2 e LT, Eio, RS B U S 70— a % VT, filfstZ
Db DZNFIIENT TR LT, MRS UEEOMRFA DU T b IS - CREIRFAI C8IEE
L7z (wound restitution test), X512, F¥i v B ASHlaEEAE 2 S LT, MO tight
junction (TJ) ZHEHA S5 2 EAREAZILVCND M, ANFIE CIIEEREEE A V5 2 & T, iR
N TS OFHliaAT-72, VAKX T ay NETYH TI#ER S o3 7 Th 5 7Z0-1 KON occludin %
EEANZEHE L7,

ZOFER, WST1 xO'LDH (238 VT b B2 ORI ClafsE 25 [ i 232 &
RSH, LF KOYPLF 20125 2 & CEOREEZMM Lz, F7-. wound restitution test (233 T
(3. FEI U B ZMAT 12 KL T, LF X O'PLF 73 R332 BIZ & Dl 2 ies L
TWDZ EAFHASIE, TIIEREBT L IRAEEMEmG R N = 2% 7 ay MENDIT R
X2 BINZO-1 kWoccludin % 737 % down-regulate LTV | LF L ONPLF 73 O E e %
PIFIL TS Z EAVRE Iz, LLEORERE D CD FEAED h¥ v BIXIEC-6 O T AA%R T 5 H
FH XY Th% Z0-1, occludin % down-regulate 9% = & CHlllafEEz 5| & - LCEY, LF &
O'PLF |32 O 2% Z L AVR ST,

TR TR, MEROMIROASZOICH b B Osm AL, FREE L BRI 215, AWTE T
FEARAI IR EAEER 2580720 LF OV PLF 7% CDI OFE PRI OVREDF R\ TR E 22 nlfhE
PeAFFO LS | B AR T H O T, Fimml s LTED 25 D &l L7,



