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M4 ZMEEE-1EHU R G R RTRIER

" O® % B K K HAW F I MEFER EFR ABE

(LR R E 22 B, L 212013)

WE  firF wAFE-1(heme oxygenase-1, HO-1)2 21 & oAt i3 42 o 49 FR 1k B, HO-1
B AR (CO. etk AFe™) At 958 i AV IR 2R T AUR RIS 58 497 4] KRR A= 4m e 7R
T, AR GRS T KRR ORI AER . Z LA T HO-DR R #) R XA A A A2 B Fpit Ao
9 o 494 R
KR MLLERINERE-1; CO; IHERER; L RS
Roles of Heme Oxygenase-1 in Diseases of Digestive System

Huang Pan, An Ke, Zhang Zhuang, Ju Xiaoli, Luo Kai, Tao Mengling, Mo Yuxi, Zhou Zhengrong*
(School of Medicine, Jiangsu University, Zhenjiang 212013, China)

Abstract Heme oxygenase-1 (HO-1) is a rate-limiting enzyme in the heme decomposition process.
HO-1 and its degradative products (CO, biliverdin and Fe*") can regulate immune function, inhibit inflammatory
reaction and cell apoptosis through a variety of ways, and play potential roles in the protection of gastrointestinal

diseases. This review summarizes the mechanisms of HO-1 gene expression and its regulation and the roles in the

gastrointestinal and liver diseases.

Keywords

I 21 2% I % B (heme oxygenase, HO) A& Ifil 4. &
AL AR S I b ) PR Bl I 2T R K P 2 A
WORH SRR 2R WY, anfviRTe ., Rl SREL TS TR
(reactive oxygen species, ROS) Al H & 45 if & . HO
A 43 AHO-1. HO-2FIHO-3 = /M 7 (2 B, A
[F) 21 [R] 9 B 7 ), A A A A TR ) 26 A S B2, HO-1
(32 kDa), X FR#AK 5 & F-32(heat shock protein-32,
HSP-32), E1R 2 H IR K PR ik, MO 7L 5%
WA, 40 i/ - 1(interleukin-1, IL-1). ff 8 ¥R 4L
“F-a(tumor necrosis factor-alpha, TNF-a). 4l B /I %
B (lipopolysaccharide, LPS). ROSH! & 4: % (reactive
nitrogen species, RNS)%5 4 iE K1 AR BE % (E AR M5 3

WieRE H A: 2016-09-29 252 HiYl: 2016-10-28

heme oxygenase-1; CO; biliverdin; digestive system

HO-1581% . HO-2(36 kDa) 3= BLE A2 F 52 FL 4 4Urp
Fik, BeMS4ERFA M N PR B RS E . HO-3(33 kDa)
e AR /b B ) LT 3R P, P RE AR BRI 4 21
B H Sk

LLANMLI P35 75 A 208120 d, A% E AN A Ak
W B AR S22 LT A, AT 20 5 HE A1 3R, AL R AE
BRI A B BORL AR IWHOAE R A SR v — %A
HR(CO) MHZR R M Fe, KDL 2 AT A A NI
FHR IR AR ALE™ . COE B E R SUAE 501,
n] | 3 5 4 FR(syclic guanosine monophosphate,
cGMP), 5 E i & &F 5k A1 30 ) 1f /i R 4R I8 Rl
ik B B SE oy W 1 7 S AR P AT T S R
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¥k 1k B (soluble guanylate cyclase, sGC)%t &, K 1%
PLRAPUF TR R, COMIPLRAE A £ 22
i p38/MAPK (mitogen-activated protein kinase)i& %
I3 W, p38/MAPKAHE AL N BT Jo, RENS
75 5% % 5 4 % Al F-2(nuclear factor E2-related
factor 2, Nrf2) 5 HO-12 K J5 3)) 7 1 $TL A L B
% 7t (antioxidant response element, ARE)45 &, M
1M 5 ZhHO-11 ¥ 5 . 181 k4%, IR B [ CORE
A 22 97 2R 0SB B e > A . E
GREMAKWF Y, MG N PAHg R
I Ji Pl TR B AL O IR AT ER, T H L0 R AR Dy — F g
PUEAL A, BN B35 FRROSIHF i B & B 42 Jy
SFRP. MR ML R A — E IR E T 2 NIRRT
SR BT AL, B B I A A OR B 40 S 2
SCH B BS MAE . NakaoZ8 0k 1, H 4% & g
fi 3 1 175 T 11— % AL & & B (inducible nitric oxide
synthase, iNOS). M AR -2(cyclooxygenase-2,
COX-2). H 4l ffl /v % -6(interleukin-6, IL-6)F1 [ 4
A~ % -1P(interleukin- 1B, IL-1B)%FE K FIE, L AL
U820 7N Jiy R ARLASE TR KB, 2 W JUL )2 o P 4 i 1 92
Mo BBAh, HER 22 7 B K8 32 A4 1) P U % FE A (aryl
hydrocarbon receptor, AhR), 7 Fiffj i FH 4o/ % -22
(interleukin-22, 1L-22)75 5 [ 52 56 11 20 P JB i 58170,
ML KA = WP 2 5 2 Ak R 4%, WiNOS
fh i R 3 22, INOSTBOE 7 A2 1 5 W FENORE % 5 21
AL . Fer Al f | INOSF L, BEM FEIENO
Ko Fe? b w5 2k B E 5 B, /D4 Y U
PRIB I, WIMEEROS FE 4 M i 07, (AL B Ak
YEFINLEIA fr it — D0t . RAERES, RN
BEf = AE T BIAH L 1(T helper 1, Th1)Fl 6 s N %
LA P20 B2 Rl 7 (IL-1. TNF-afllIL-6), HO-13 X il
BN BRI B T B~ % (interferon B, IFN-B)FE K
KBRS 5 3 B AEY . t4h, HO-1EE IR IR K
B REEZEER, HO-11 6k 2 S EUIR ) LR A4
JUAET: 2 T iy, A VE ML T L DRi8 M L8 P9
i B R ETC AR 2 HUE L, HBLR L, 2L
W Ak B TR SRR, IR EK K E
IBZEP, HO-2FE R B R 1 /N BR A 2 1T RGEIE T,
{HRRZE RGAFAE BRI o

1 HO-1]9FRIE
HO-17E T A 75 EC AR ROR U 5 I 44 i 4

58 IR 21| P (dendritic cell, DC)H 5y 22 kU, LPSHI ¥
Ji, 1X LR fHO- 1 28 39 I 9 H 2 540 2 F 28 14
FR P FRIEN, AEDCHE FHHO- 115 557 g 6 2 22
DCH IR f L 5 HoAh Al A ) BLAED2, Bl anDC
HO-1 /) # R IA A% 5 20CD4" TN AL 1) 34 58 7 71k
551, HO-17£ il £ 40 M A0 o B SRk 1 m, 2
JNTEHE 2 AH 41 i o4k B2 i #2 o, HO-1 R 4%
THEZERM, FEHLUKE, HO-IEN. B, /MM
AZE R R b 3404 Rk, 75 B i U PER %
RANER IR AT AR 4EAL , HO- 13RI /KT 38 i,

2 HO-1#9iFS

HO-13% Rl B o £ B2 Nef2 L AL R &5 & i
M 7 2 K] 7 1(BTB and CNC homology 1, Bachl)iff
250 4 P SR A SO R H ) B L9 4% R - 1 (K eleh-
like ECH-associated protein 1, Keap1)/Nrf2/HO-115
5 168 B A4 A SR A0 A AN S R 4 AR
Mo AABRAT, Nef2 5 40 51 7+ 1118 52 H Keapl
A8 TG I 5 8 5 78 48 i BT Hh, Nrf24b T 40 X 25 08 IR
Ao U R TROSH, Keapl iiIH4 % & A2 072,
Nrf2 \ R AR b 55 0 N % S HO-15: X 5 3)
FAREsZE &, JE 1M 4% N i b b B R HO- 156 3%
5, IEBRZ RIIROS, KIEFIRIEAEN . AHRET,
Bach I 7/E#% N 5 HO- 13 K JA 5 AREs R B 45 &, 411
HHO-12E N ik . =20 il %% #& T ROSHY, BachlfiE
5 202K 454 5F 51 AL Bach L F P B AR, A A
AREs 7} & JFFE AR

BEAh, HO-1E 32 HAt 5 5l BE IR %, MAPKAS
5 18 % I B IR 1k Ser- 1882 HHO- 11115 2. Hi 71l
JiR 2% fe 6 3 198 I 96 UL -3 34 ¥ (phosphatidylinositol-3
kinase, PI3K)/#E [ #4 i B(serine/threonine kinase, Akt)
55 Il B R BEHO-1 A IR, 470 98 4H e B 1L 1038
i p38/MAPK& 12 S HO- 13N FEIE . 1iHO-15IL-10
FEAE TE R, 7EVE A0 ELR 4 i, HO-1 8 =
PICORES TS FIL-1043E, MIMNHIINOSHIZRIEFINO
R, e 2B SRIL-10MIH TR RN RN, HO-1AN
IL- 1034 REW Wiy [R] 40l 8 AE PR TNF - 3k

3 HO-15_ LB ERER
3.1 HO-1EBRERRERTHIER

BE T HEZI L (lower esophageal sphincter, LES)
Fa it Dy RE 2k R AR 51 R B & IR KR HO-1
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Al BEFELESTI Ae I 4 15 p R HEAE H . Kruel 5E
BB R BL R R R LRI, T R
B SR ) SRR E % TR T BRI AN
% B, HO-17] RETE S i 1 & 5 28 A& 45 9 1 R 4B
HECEEM. kKL £8E T+ fmhvwaR
(esophagoduodenal anastomosis, EDA ) i i 4 B
FBt EIHHO- 1R IE KL,
3.2 HO-1EBFHTHER

3 85 725 Bt % 24 (non-steroidal anti-inflammatory
drugs, NSAID)H AT filt#v, BRR . PR AIPTRGR 1
H, KIHRH A S R8RS RN E BEE%RMR. Uc
SHPONINSAIDZG Y/ 5 1 B 15t 15 R 7T K IR, 5t
P H AP IL-6 AT TNF-0 & T5 B . (£ 35 1 A v
{4 FHHO-11717 5 77 & J5 1 Wk (cobalt protoporphyrin,
CoPP)J5, HO-11¥ F ik 54 I, w] ek /> 15 26 B o 1 kr
A BRI AN 28 0 PR B SRk, SR 4 T AR,
Aburaya®5 P 5T K I, HO-1401 1] 71 25 H 0k Mk (tin
mesoporphyrin, SnMP) 1) FH 2= 5 2 B & 505 22
H, HAJH T 0. Cheng 5™ 7L IE B, YENSAID
& S5 0 B A, LR R ('
Z WP AT FTIMENTR 15 S HO-13E R Rk, 153
) b R A A A A A4 1 E . Song SR Fi R B,
FEEE AR /DR AR N B AR TR B B R A
JH N2, il ZME S5 I8 1T 38 (extracellular signal-
related kinase, ERK)FIPI3K/Akt(5 5 i i 7] 5 %055
SFHO-13E K 3R 3%k, W gk NS ATD (¥ 24 ifd 453 173 1=
Mo RERFFRERY, BEEEEN. RE2mN =
PSR WHAT LAY S HO-11) i, fEVHALTE |
s A R 8 R HE AN B O A
3.3 HO-17EHERRIE BT HIER

WERIG 2 2y ol s & DhRe ZdL. B3
BE, BN R B RN B PR B R
BE B HEZ ZER, HO-1/ERE PRI M B B RERA T K
HEEEM. JA MR ]38 HHO-1" CD206"
B R 3G 5, 3023 5] ER R 28 0 M1 R 4 i 1] €]
5 18 & 75 5 M2 B 40 i 4% 42T, HO-1" CD206"
505 240 A ) gk 2 A4 Y B e % S B0 W [A) 5T 48
Jfi(interstitial cells of Cajal, ICC) 1 i % & i i (1K 2%
ik, AT BO0E PR 14 15 52 I B 2 JE AR P,
Takagi %5 P//7E JE JEJFEALHE JR i (non-obese diabetic,
NOD) M B 32 R AR R B, S Ak I 4T 2% ] e i gk b
ROS A e It Z BRI B 18, 35 B PR ITICCHIE T o

4 HO-15THILEMER
4.1 HO-17EAR[ERAIEFE AR S MAEH HIER

Tl H 23, HO-13 2275 Jigp b JE | e 48 Jifd v
FIKRPH, HO-17] DL i 9 2D 48 i 48 i =2 i) sk 20>
TP, YodaZEPO7E M| Wk 35 5 A T 1 /N g 4
Pt B i S R B, IS R MRS MR IE T
HO-13: R R IX, GetE iz Nntiti. CON 2
HO-1H =W % AEH . CORIEE I 7 F(CO releasing
molecules, CO-RM)7E A Ji5 iz 1 FH 5 i 98k 3 i 1 47
P A 35 MR RE IR o Yeh S0 IPE £8 R 53 0 1 /) Bl
&8 HHCO-RMs 6 hZ J&, & B4R B v ok b, 4
B BRI . De BackerZ!' % i, CO-RMsfig
% 18 I MAPKAS 5 18 % (p38 FERK 1/2) 5 T HO- 15
Rk, RIEDLRAEH, WM cs A5 . +H
S, A8 FHTHO- 1471 77 b % (chromium mesoporphyrin,
CrMP) A] 51 J5 A< 1 O 37 45 B 2K, 0 28 iz 3 4524
X ECHIE 53 B, HO-1 R BEAE A J5 iz B PRk 25 1L i
FHI/N i v R A 2
4.2 HO-17£ % & &t 00/5 # ;T 3 f5(ischemia/
reperfusion, I/R)$ HI{EF

EH T I VAL 7 ) R B AR R B R IR 3 2 R AR
JiE 0 . HO-1%% 5% PRl -1 Nrf22 4 i o 15 40 A B
TSN 1) B A SR DR 1, AT B 22 Bl A A I A i
R, B2 M K A A A B R S BT A
JR 7K, TERR B RS BT, 4ERRAI N AR
WIE JFPHRIRAS, RIFAMOR1ER . EVRG|E /N
J 45453 v, HO-1R A 51 A8 A0 i OR3P 1 FHEY.
ik, 7 1E /RS A FH CoPP AN 48 2 19 i 45 15 FHO-1
Fak, REE A KL A MR T, 1A 2R VRS 1)
H 82, YanoZEBE HO-1 M1 Bachl B R 6 5% 1071 B
BB TER I, HO- T8RRI/ AR N HO- 1335 7K1
BEAIS, InJEl T URSAY, M Bach 182k 1) /N B8 AK N HO-1
RIE, B IREURII . ScottF BT 5T K B, (K
WZ FICOM] JRART/R G| S 1 7 18 28 1 [ BE, 34 W] il
By R /R - RIS, FHEE R AIIHAL 2t
RS DR AP0 S R URBIY . (EIR, HO-11 435
23 5] R I e A2 B PH 2, 3 BUK M L&A 2 2
S| R Ek L 5 W %, Rk, HO-1H) @ RIS IAA
FE R L 45 1 2 () Rl 22— B30,
4.3 HO-17ER MR HER

% M W% 9 (inflammatory bowel disease, IBD)
ot P 1t 45 i 96 A0 5 B SR, B PR 2 I ¢ R B %
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Sl A E B, 1 5E % B RE S S2 R 15 i 8 AT AR
FrP0, Takagi 5P 45 i 98 1) 55 F0 45 i 48 /)N A
R, HO- 1B B I T 4. &k
MATF . MLZE F ACoPPY AT {2 3t K i 4 2 IFTHO- 1
mERIA, BB MR R, Hd, s Rk e
% 38 1 HI ) INOS I B4 35 25 W Je T f5 « Wang %50
1E = fif & 2K itk iR (2,4, 6-trinitrobenzene sulfonic acid,
TNBS)i% T i & 1 45 1 % 5 8 it F IR, 2 4 &5
W 2H 23 HO- 1 S A PRI 3G 0, HO- 13d e 10|
INOSZRIL KNOAE B, Xt 4Rt 1 fra 1
Paul 55 217E 5 bl i FR B (dextran sulfate sodium, DSS)
75 S 145 W %6 /s R it 72 &, 8 FHHO-1175 %
FICoPPREME AR 25 W IF1 J0E . #H )R, Naito%5Mii H
HO-14101 #1] 77]SnMP A 4% J5i 1| Wk (zinc protoporphyrin,
ZnPP)FEAR THO-1 R 3% 14, I 28 25 1 1 498 0 45407
KhorZEUOE Nrf 245k [ 2 /)y B AR AfE 58 R 3, HO-119 3%
RVEVE T B, @R KT . 1 Bachl £ R
RUNE R, R LSS I R T HO- 15815 36 b, BE 18 ik
HTNBS 5 M4 H L R RE,

[ FF, JH 2% 3 ACOTE 25 i 98 vt k #4 B B4
. 1EDSSTE S 1 S 45 g KB A, 3 il 4 T
LR FFCOoPP, 25 R IN, 45 T MH L% 2 1 S 06 2H e r=
AR SR LRI RN . FETh1A T 0918 1 45 W 28 /N R
B COREHE @ i #HIINOS & P AINO R A A,
RIEPLRAE A, ETh2/ 5 MTYH 2 R o(T cell
receptor o, TCRa) 2[RI [ /)N B 45 T AR T, CORE
542 33t Bt 9 PR FIL- 1O FITL-22 (¥R ST R 448 A 1,
SchulzZ5E*I7ETNBS 5 5 1 & M 46 11 4% A5 BY AfF 5 i)
KIN, 5-E I KR (5-amino salicylic acid, 5-ASA)A]
DI IEHO-15R3, sk 45 7404 -
4.4 HO-17EIRFEMENIALERA X BIMER

INBEME /N 5 1) ¢ (necrotizing enterocolitis, NEC)
SRR L) LB AR B L R I AL, E 2R
e B i NS . HO-1H S PRS2 INECH) & 2B K JE,
HO-THE R R/ AR N IL-1B P-idt it 3 L i 48
5 1 ##2(matrix metalloprotein 2, MMP2) {138 IA T,
Jr T8 S RE R, HSE 25 5 i A i A FINEC, /)N ERAE
TR T =T,
4.5 HO-17EHS 4R % F B91E A

TSR P 9% 7 B8 (R TS ¥ T H B B — B
PN B R B 0 AT 28 A BRIR I I o B K R SEES:
, BRI RE U515 3 40 A HO- 1 imi3&ik, HO- i

F1iH1] #% #% 5% [R] ¥--kappa B(nuclear transcription factor-
kappa B, NF-kB)ifH #%, [% K i 44 1k ¥ i (myelopero-
xidase, MPO) Al it 4 I -3 (cysteine protease protein-3,
caspase-3)i% P LA & T -l (malondialdehyde, MDA)
AR, AT AT A B0 T2, 4% D3 TR M 28 T
VER . [FIRE, A2 ZR U4 Bl Ikt g i 175
FUNMIHO- 1 1 1K RIFAR TBUR W KA. FH
M, 5 1 ZnPPHIHIHO- 13815 J5 I XE AN KR, 2
I EE K R RO B
4.6 HO-17ERRBRERHHER

JER R 98 A — P e DL ) R A, FR AR N =
P g iR 98 (acute pancreatitis, AP)F11 % ik i % (chronic
pancreatitis, CP). IIfi /K |, APT] LA M KG B B 501 H
PR 98 0 K e B = AU T 3R 1Y) 2 38 B DI e PR AG £% A1k
(multiple organ dysfunction syndrome, MODS)**l, AP
i LR DR R A A O, kAR s AR . R
JREANIRE 45 - AP S SR AT AT LASI H2CP . CPHHF AL
S RNE L A YA DA AR 1 G R, &t R
& J# (pancreatic ductal adenocarcinoma, PDAC) K 4=
I fER = CPHIR A R ALAPK, (HA2BE A
W ERERK. BT, S8R R G IT R R
TR IRREAR KT, B9 9 PR i R BT 9

YN APEIY I 7T 3R B, FH ik Bz 3% Bk = IR
R £ (choline-deficient diet, CDD)AL 4 ¢ 7 A4 A [A] 2
FERIAP, 3 H AWK NHO-1 R IE1G N, 75 B ik
TSN FACMALZR2 W5 3R NHO- 1A & T s, 2
TN FAIILLL 2R AT REXT R IR R AR ST /E Y. IR IRAP
i FE 2 B, AP A A 5 A ] I 5 A% — B R 4H R HO- 1
ZRIB BT, B AP R LF 4 1T B, B e i,
JER IR 26 FHHO-1 ] 0N 43 3 2 it B2 ik
FEAE L, HO-1RE 8 1k W 4 i eE M e 2 1) 1)
P& M2 B i Y, 5 S PTR R FIL-10
TR, A2 9 T (TNF-a. IL-6FIIL-1B)REf, MM
% fiff BLAE APPREIRPY 1k 4F, CORE W% BH iNF-«B/{5
T, PR SEIGPEAPPY, T AH R 25 0E I FE AR/
L2215 ‘538 #% tH e i S AR M APREART . 75 JR IR £
YetbH, i 32 BEAE I 2 R IR 22 R 41 B (pancreatic
stellate cells, PSCs). Hff 50 & B, 2 ¥ & 7] PL{E i3
HO- 1335, #If|PSCsHG5H, MITTIZE 4 4EAb 2R
11 CORE & i Wi p38/MAPK i 1% 5K 41l 4| PSCs 14 B,
ML YEAHEREDY . [RIFE, RS0 FE R W, HO-14E
CPHAIAEM ORI E R, (AT 75 E 3t — P IR .



OB LR INARE- R A RGN E

1559

5 HO-17EfF & FR S HI1ER
T Pk T 85 MR T AR 40 6 R e e

HIH VRS o FEFF RIS VE/R ST KBRS b, T
A B 4 F CoPPER 3L 3 A HO- 1] % 4 AT IET/R$: 177,
L AT B8 2 38 1 NF-«B 5 ek 2D T 40 A 7 1264,
FeAehth, 7E B IEY/RAR A% /) BRAS A b 9 & BHO- 1
e 1 B kD 2 R AP B4 IS, AL M) o2 a4
FAEHHO-1581%, HO- 138 i p38/MAPKAF 5 % 4
SEANNL B AR, TE BRI A0 . SEIE R I,
JUE Jife B 0 BRLPSH, e (2 2 B Wk 40 i 3 A HO-1, 987D
JH 40 R A6 T B AR OR3P RS AR B,
FIHO- 117 ZnP P23 14 i -4 R 45 475 A0 1

R IR BRI 77 725 42 AL I A% 4 (ortho-
topic liver transplantation, OLT). #A1M, A8 i Al 1Y
I/R$51 1% 4> 18 iL FasL(Fas ligand) T i& 12 5] #2 HE &
S RPN, AEOLTHE IR s 7t i B, HO-1g FH Wy
FasL/ SR T, S m AR S % . COREI
/D Th- 124 48 f PR 5~ 7K S 22 il % A 1) 1 T s R B
FE AR R I R AT 58 b B, AR TR AR RT3
HO-1%3R15, BN SHO-1/ R LR iFh &
FEORYE L, 30 AR D RER. I PR AT 5038 R IR,
A(-413) T2 K Y (HO- 115 32 385) W AR 44 i A A b T
TTH R B (HO- MR 328 AR I, # 1 14F J5 A7
TR R, A413) TR R B B 3 LU TTAE (R B iR
Fie S HF RS ARG 1 WHO- 130K 5 58 iy, L 36 2 il
T J5E B /N0

JH I 21 24 A 2 8 RE A 48 Ak 00 JH 2 R 4
i (hepatic stellate cells, HSCs), T 1% 4L 1 61 15 &
A RN 51 R . HO-1R8 1 52 T 41 4E 40 1)
K. SE b, F P 7R Ge Ak BT I 40
FAKHO-17] UL HIHSCHY GE, 40 ) 18 B2 Ji 4 4 4k
A KA -F--Bi(transforming growth factor-B,, TGF-pB,)
5%, W DY &AL Bk (carbon tetrachloride, CCly)i% 5
(0 FEF U 465 45 1tk £ 4 4h Y. HO- 18 8 82 1 37 4% 4 A1
G P8 1 45495 1) 30 RO, 7 92 M T 48 A A R
th, 3 FH CoPPER IR Ip B 4 Qe fli HO- 15 3 1k, W] DAGR
P/ U 4 T8 HTCD9S LA (ab) . HTCD3HT A (ab).
D-Z 27U, LPSFITNF-affy 45 # . HALHHE:
HO- 138 i 170 1) Jik A IR Ti-3 0 0 DR AP JHT- 48 )5 O
55 8 &5 2 38 i $0 #1) Th- 1284 58 14 48 Jfd DXl -1~ TNF-of -+
& -y(interferon-y, IFN-y)Ji 4% f0 % 4 A $514557. 16
RS PE R 4 v, I 20 22 A B 2% A 02 a2k 440 i =%

IKHO-1, Ff 38 i MAPK/Nrf238 % 98 4% 2. 8% 5| #2 (1) BT
1 B A A3 1Y, — e A< B 14 If 4T 2R R CO T BAF
2T ) B4 4 PR T 1 AN 2 I S 1 4 € K P4S0
2E1(CYP2E) )3 P, o 4t i = A= R 4/ . A8
R, i FIMAPKAE 5 % 5. ZnPPu{ JiE b Wk (proto-
porphyrin, SnPP)2x i 3 PR 2 2 B R 1 H IF 18
I 2T A A M B 1, 0 = R A

6 Z5iE

27 B FTIR, HO-1/2 1M 41 2 43 i A%t ik 72 o 1)
BE j g, & %22 Nrf2 MiBachl F 7 #(Kl1). FE&
WA, AW KR LR, 2%
7. Akl ®. B . CoPPEEHO-115 55 LA
J.SnPP. SnMP. ZnPPZEHiill 7] L& 75 Bl iF 75 F1
I RIGTT 322 B - HO-1 R H M P2 4(CO
JIH &% 25 e Fe) R % 18 ik 25 b ids 42 1 759 ML AA H 9% 1)
RE I 28 RE S S AN 4 0 T, 72V 4k R Gy h
RIFEBENGRYAEH . (B2, SikERHO-1. fHgE
R MCORAHLNFIEMMATNE, 2B B
PSR R AEREIR . B AR KB B S I6AIE S,
HO-1EA R 47 1 R R FH A5, AE LI AR R4 475
A Rt — B0
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