Enhanced hepatic Nrf2 activation after
ursodeoxycholic acid treatment in patients with
primary biliary cirrhosis
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JRFEMEAEIT MEATREZE (PBC) (Z1BMEIZHGR T DAF IR DS WHE THY | FFEZE, T e

~EIT T ORI B CRE TR R THLD . IR F OFFMIIRIETRHATHD, BTE.

JRREHERING| DT DE—FIRFEITT /LY T A% a—/VEE (UDCA) THY, FRZEE PBC I
BO TR RART &, MR LA FRLWESELLRESN TS, LL, UDCA 2
PBC DEERZME T HEFFIC OV TIARIZAFEIZS TR, FilL, UDCA OHER{LIEMIC

DVWTHESNS—F T, PBC (TR DT CIREFIRADOEE ICIRIEAN ABEEL TS
ZEMBAB LI oTz, Fio, BEARL AT T ARG R OB R FL LT, B AR AR
#: B K F nuclear factor-E2-related factor-2 (NRF2) 2335, BR{L AR A ZE2ENHE NRF2 DiFE
MALDNFHE S, NRF2 OIERE R TBE [y-glutamylcysteine synthetase (yGCS). heme oxygenese
1 (HO-1), peroxiredoxin (PRX). glutathione peroxidase 2 (GPX2), thioredoxin (TRX), thioredoxin
reductase 1 (TRXR1)] Z#H—BICEEFHFETHILT, LA AR L CRAHEIREZ FEEL TV
%, BT, UDCA 7% NRF2 ZfEMALSEL LN R Ml CERBY THRESN TS, 22T,
PBC (245172 UDCA OHiE{LAEA & NRF2 OiEPEIZBIL TiEata Lz,
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UDCA (600 mg/ H) ¥ 5-Rii#% CHFAEMAHREAT L7 13 5 (B 151, £t 12 41 15 R 36 +
4 % H ;Ludwig 5748 stage T 9 3], stage IT 4 i) OFH] PBC JEfZ x5 L1 T, UDCA & 5-Fitk
BT D MR AT /., AT 5 ARk OE2 L AR 2 [8-hydroxy deoxyguanosine (8OHdG)
DRG], FF NRF2 35X O B2t NRF2 OFE ARBL (7 AKX 7 1y MNE LG Rk Y
&) IF NRF2 IERBEFHOR AR (V=AZ 7oy NE) ZEIRFTLTZ, 72d, EFFEL
T, UDCA #5-OBEE D72\ 4 FlOERFEMERFRESE 5] O ST O—H4 FTHI I EL THW
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UDCA 5%, I 9 ¥« REE RS A BIE T U, FFERRET R Clav/ N ENERFERIE RS D
WELFRDT,

UDCA # 5-8O TR 3 L ONEE Ml 0 8OHAG FtE=R 1T, IEF L L THREICES (IF

#lAE : UDCA il 73% vs IEH AT 19%, p<0.01, REE H{HfZ : UDCA #17 66% vs 1E 7 AT 11%, p<0.01) .

UDCA #5-% . R L ONEE Ml SOHAG BEMRITA B IE T L7 (B : UDCA A
73% vs UDCA # 37%. p<0.01, A i : UDCA Rl 66% vs UDCA 4 48%. p<0.01),
UDCA % 5-HijD NRF2 LU R NRF2 DE B HEBL, V=AZ 7y MEIZREWT, IEFATL

[FFRE THY, UDCA 5%, FHITHEERBMEZRDT2(p<0.01), £z, EMABRLEEIZIBW
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TiE, Vo ER{b NRF2 253 L COHREE RS, UDCA 5%, D cHE L 7= (B
UDCA Fij 62% vs UDCA # 69%. p<0.05),

NRF2 OIEH)E R T EEOE AR TIE, TRXBLOTRXRI (28T, UDCA #5.4% . F &2
HEINZFRDT-28 (p<0.01), yGCS, HO-1, PRX, GPX2 2B\ Tid, IE#AFHB L UDCA #5-Ai
B CEERDR T, o, TRX BLO TRXR1 OHEMNZEX, £ 1 NRF2 & HOHENER
LIEDHEREZ/RLTZ (TRX: 1=0.92, p<0.001, TRXR1: r=0.69, p<0.05),

M B ABHES B L UDCA %, UDCA #54% . AEITHEIL7-(p<0.01),
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PBC (28 Cidk, 8OHAG AT/l fe 3 L OB MR 23 IEF AT L LR CE IS IL CWA T
LMD, T TICHRESIL T DI B T DB AN ADTTHEN RO BTz, UDCA #
5.4 . SOHAG G MRS BA BN LTz 28035, UDCA (ZXDERL AR AN E 2 Hi
72, F1=, UDCA # 5% | FFHIIRICIS1T 5 NRF2 3L OV BE{L NRF2 OB TR 7-2 L0005,
UDCA 245 NRF2 DIEHEALAE X BTz, SHIC, NRF2 OIEFHAGICEDFHESNHEE LA A
B4y 7D TRX BLONTRXR1 DFHE | UDCA % 5% [ZHEFR L 722805, TRX BL U TRXRI
23 UDCA \ZEAFERLAE R &L TEW N CO D RTREE 2 VRIS LTz,
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PBC 128\ T, UDCA /%, NRF2 Z7E M L L TRX & TRXR1 #FHE 4L L2k BB{L AR A
%R LIPS RESEE B 4 3B R REE SRR S Tz,
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JRFEVERL I PEFFRE 28 1 2B MR AT T 2 IRER AR DR B THLH, BRI NV T A
T—/VlE (UDCA) \ZEVEET DRI HY, EERIZEHE —@BRELLTHWLRL TS, —77,
UDCA OAEFRIREIOW T, RERE N TOMIEN BV, nuclear factor-E2-related factor-2
(Nrf2) &5 il fE D B2 AL A R L A~ D BE I EY RS O H D B3R E 4 J 72 388 B il 5 43 7 23
upregulate SFLHEVIEN BAENIHIL TS,

HEEE 13 3 RSO DR B 13 FlZfEHTL, UDCA OBRETDOIEREFIZOWT, ITFAE
BBt RO TLL T O RaALNNC LIz, FFEREET RIZIER ORIE T, /NER O RAE M e 12
DY EE LD T, Tz, LA ADIEIE THD 8-ERuX 77 =0 O % E AL FHIRRFC
VL FFRERE, REE LRIV T TH AL DB RITIERICIVE T L., — 5 Nif2 #2737
BIOEDV L 2IZy T AL Ty b T IBE ERICEITHRELTH UDCA #5412
HEAIL Tz, N2 ORI EE 7B Tl thioredoxin (TRX), thioredoxin reductase 1 (TrxR1),
y-glutamylcysteine, heme oxygenase-1. peroxiredoxin, glutathione peroxidase 2 {2 DOV THZFE L7729
L. TRX & TrxR1 AL, ZOEEMEIT Nrf2 OBEISELAEREL Tz, Mg AL ER & &
UDCA REDIRFREHE ML Tz,
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