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Research progress on iron metabolism disorder and liver cancer
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Naval Medical University, Shanghai 200433, China; 2 Department of Pharmaceutical Analysis,
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Abstract: Iron is a key factor for the activities of iron-containing enzymes and heme-containing enzyme, playing
important roles in cell proliferation, metabolism, and detoxification. The transport of iron and its participation in the
enzyme activities are involved in the conversion between Fe* and Fe’*, which could induce the reactive oxygen
species (ROS) if excess, causing DNA damage, lipid peroxidation and protein denaturation, leading to mutagenesis
and carcinogenesis. The excess iron is mainly stored in the hepatocytes. Increasing evidences show that hepatic iron
overload is an independent risk factor for primary hepatocellular carcinoma. Thus, the present review focused the
following three aspects: the relationship between iron-overload and hepatocarcinoma, the alterations of iron
metabolism and its effects during the development of hepatocarcinoma, and the treatment of hepatocarcinoma
targeting iron-related molecules.
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WIS 84 730 R e 18T A I ECRIBE TS A
B At S 50% LA b, 7 g A TR E R R
e f R @ SRR, BUARHERT B, W
JRERIBOT . VIBRAR . RS HE DL SO AN B TR
NIRRT, BTEE e . s i & e 7%
OEERE, Ok R EE P R
] . T 41 i B 98 (hepatocellular carcinoma, HCC)
TEJF IR o R L, o 90% Zigq Ble Wt
FRW, R o 6 A0 B R A K R
BRI EZEH . ASCHMNBRITRMA I A, %
SRR PRACU 2L -5 20 e O I Lk e

1 FHREAESRAMELYE

WUARS S i 2 4 RE S A2 A
A, BB TR R A AR . 3k o
() 3 B S TR AR P L R PUE 8  FAE  RE  Bk
it NBER R B UEok, AAMTTRILZ R i T
9 DA By — S AR R e, an BB R . IR PR,

S TR i W BEE I R RORERE, Ok
Z SRR B, B S 2 AN AR T A AT R 3R 1
RAE R ST fE R R 2
1.1 ABERMR

AL LR UTE 2 BT 2 M S Mo E
FI R AR 5] ) e o7 Mk B R . 70%~95% ¥ IfiL
O Y% B JE T HFE 3£ [H C282Y 17 5 % A2 H
PR RAE D, IR - HFE & [ RiAm D,
1t R (R BE T ARG, A R A b BBk T 3 -
HE R A5 A8 b 1, kR S in 5 S 1 S AR
JFgmfe, SEUFSS . BB R UTE s R
JT 40 B T % A R AE 8%~10% Y, — T 44 A 230
388 A% P I R PTG e B, % 230 Bl AR B A ¢
18 Ve B E A BB SR B, I R R
Ab T BB R ERAS R A A M T P R X A G
JEAREAR AR VE R I 1.8 4%, Ak LAt S b g
PR AR S B2 A2 1.8 %, (HAE TR BERE I, IR AN
FEIEF RN R G, MG T E 1.9 %1,
Fracanzani 25 " {95 &t 7, HFE 3£ K 2878 #14E HFE
BRIt R YU B, A R Rk 97 fur Rl
AEAL AR I PG 5, 3 B I €00 35006 R T 40 B T e
B AR R A, 5 SRk S e B AR T SRR,
15k 6 A % R &)

A Y T 08 FH A ) A b XRR IS 2/3 1) AR T
PR A e ke 1 B R, B0 15% N Dk
F g B, A A R A L € 3R R FR

S U (B 5 MRS B N A % AR
TE %2 B B b RS ko 7 fir B B H B 21 4 A4 R0 A
Ao, T L ELZR UG R R A A 4 AL RN B Ak ) A
A A 7 AT S 1 RRIR AR, W
81 O PR B 12 VTR EE B s . AR A R
HM R R B REE, SRl dEM it E AR
JIT 240 R 98 (10 R 6T 567 B2 48 28 10.6 7% (95% BAS X
8] 1.5~76.8) ",

Wt on, FRE G A 7 i IR AR
B R FE R B R K R R A DG . % X Hh R
KEZ, K7=FR5E I B S T /K-S B i ™ E
Fe, i F/KPERESEAE. MG T KRS EE
[(1.04 + 0.20) mg/L] ¥ 3 v T~ i 1] AP0 B X g
/K [(0.34 + 0.05) mg/L, TR /K E& & —M/NTF 0.3
mg/L]. TR ™ 5 X JE RACHA K B & ik
FERRHIHL R /K, AT BE A %3 X AT 40 B 8 s R A i
Kl Fi4b, FF4uH AR L B, g ik 2 B
KRR AR Yk T i R Bl B ] AL R %
PEECAL IR R M, (EAH SR i AR IR A 1R 1% X
JBIT.

JFE 2 B 184 0t m T DU a2 A 1 g 0 JEE A
RS T T RE Ab o O AP A g 2 1Y AT RS
FAANL 5 HoAth 350 R R AEAE VR RIVE (it il
AT 9 B S M A Ak, IR T L S EONT AN o AR
WA Tk B AR I ARl 22 1M oL 40 4t i 1 3%
1L DA K BRI 214 i 1 22 91 1°) 6 0 2 8 JF 44t ok
i, HOKS Mt R B R0 b T Bk
BLH AT AT
12 I fAeEHEMELE LRI FHLH

— BN BRI B2 1 RO e R AR A R T
ZH s NP AR K RS PR AR (ROS),» 8 B DNA 45147
HE B E A A AR, S U AT AR AR,
IR AR &S s ) R Y oo S e Nl i
el U, P AR P an 5 — 8% (malondialdehyde).
4- $2HE 2~ L& WF (4-hydroxy-2'-nonenol) 45 tH 2> §i
g, R ARA K. 55 DNA fifs ", &
W KRB ALY B &R, 774 5 DNA SZHR )
WERAL M. o, DNA BRI H 5 JE v il 3 1
ARk, B 8- Rk 2% il ALY (8-hydroxy-
2'-deoxyguanosine), ZY) A mELRAAEH, wIAE
G:C ¥/ T:A. DNA i Jie LA S Wi . KK =
(B Tk T SO A M Th e 35 AL . A fn . A
G YAk . B 27 4R A0 AS W7 I 3 ke v R AL
TR . BRI Ab, Bt B A RLEORE v LA
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AR, e E g s . ikt
A5 R R, AR B Ak B R R
gir e 2,

JHF 4T 4 Ak A2 PR IR IR B, PR AL
OIS TS 1rS P 7 SUR/IR DR A R S i R AL
AL M ANTE 2. H AT AR 2 e R R B AL
WG U AR B B R, RAS T 4
Xof AR UK, R SRR TR ALY &
T BY AT RRT AN AT Y L A, B
MO J5 A BT AR B AR L (R EF4EAL 4 Al
K, SRR IER T o (TNF-0). F4IRNE 1
(IL-1). E40E/ 2 10 (IL-10). FHE 2 v (IFN=y).
HALAE KR T BL (TGF-B1). ML /MRAT AR A2 K 1
(PDGF). i 1% B £F 4 40 g 4= K 5l  (bFGF). A%
L E A 1 (MCP-1) ANE A . T ERSRER
AT B BOE B R ATM . 28 M A0 A 3 R R 7 I
RUUEBFH T B BEICE X, Sa4E0REE
SUIAR DG B, B AR [ AT 5 4% P P SR A i
AT PE F ALK 41 8 (hepatic stellate cells, HSCs),
i AL VLA SERE F IR0 (HSC-MFs), %
[7) F At B VL2 26 200 i (MF) —t2 K 38 A I 4 i 4
FANER DL R Z R AE K. Rl T, SR
FrE AT EFeqb . 18 1 20 A I A A2 Bk ®'. Ramm
2 Bt R B, TSR IRN A P ik B A ak TF it
b5 FL M 3 T SR A AR S S T ROE, ELERBOE
WFAF AT RE . b, I E I B 2R
2 6 YR R i A Tk B N G A, e AR ]
I I Y R Bk A A T 8 Y. Wiseman 25 )
WFFE R I, 3ok (K4 AT BELIT G628 2R 0 77 o4k v Jd 4
ARk 2 1 R G 200 PR e AT T PR B AR, AR
E &4 18 2 306 R0 T 40 B AR AR

Bt SUA AL RO AL A, Bk S A T LA
U A AR YA SRR R T S S BT S
R PL K TR . Brown &5 PORF T ROR, A6 MH
Fi BT IO ROATIE B 8K, FFE R EE
50 i, JHAMIAZ A S AR EVIG AL, AR PUR
(PCNA). 41 g il #i & A D1 (cyclin D1) & 16 2,
PEoR T4 M 38 2R N5 o 02 1 I 98 R FR M IF 4R 4L
AL FPE LG 2D IR, 2 AT 9T 3R Wkt 47 fip
A LLIE B AOE AL IR 7« BRI BT A &R
PR R BE IR 7 P St v, S BRI O S 5 i
N AR K SUR AR AR S A RAiil DR R I S X s
WA 5 i o LB ZR T 8 S8 3 AL MR v 45
A SR P R A LR RASSF1A,

pl6-CDKN2A, #fi i J&l 1 & 11 D2 JE PRI A
FEEE B F AR, IFAE I 55 4 2 rh o A ) 2
XL KL A FEAOIRAS 1) 228 . miR-122 2 G35 IE
RE AU REFN R & A 55 22 Pl BRI K i i
ZAG @M RO IRE ST, R EER AT
/NEFFBE T miR-122 FRIA T Y, miR-122 @k
ST 20 B T g R A 2R SR 3 48 in BN I et AT i
sk 47 Anf B BE 8 I 0 miR-122 KA T 2 13F -
KA

BN B A S B 1) 52 VR T e R A e g
S H AR KRNI A A 9 KRR AL . WNT {55
S T 2 R R A Y, R AU B R
% [ (B-catenin), B % A 3G I0 A B00E T 40 i K]
“F (T cell factor, TCF)- ik EX 3455 A -F~ (lymphoid enhancer
factor, LEF) %5 2 &9, 5l )5 2K MYC 4%
H R RIE. WNT 15 538 #% 52 21 I8 14 45 1 S
WAl 955 2 I (adenomatous polyposis coli, APC)., HU&
JEH H (axin), B&H H B0 1 (casein kinase 1, CK1)
IO A B 3B (glycogen synthase kinase 3, GSK3P)
MM E SR, ZHRESKY B iENE
HaE SRR, BEFIRY], 2ot WNT (5518
A AP E E R . — R R AE APC 5L B EM R
S RIS A EOR WNT 5 5B IR0 3 —
BRLAE APC KL T 20 E- F5%6% & [ (E-cadherin)
T APC™™ /N R APC /N e R A,
T2 AR A Hh i KT I £ kR T e A R, Rk Tk
DR AR R AR EE R IE A g R WoR,
Jei R AU 2 AL RT WINTT 5 538 I A o JE [ 35 o 2R
oOAE, {HER AT WNT 38 2% A B AF F A S 7 /b
A AN RS e 1 e o B2 B4 2 1w 2 k0 A e
SIS R AE AR B AR M 21 40RO A P A 251,
/N3 AR E IS BN AT AR AT B Bkah, BN R
SR FU /N il R, R IR EE SR (A
EERAEY). HQBA) 52 WNT {5 53l % 1 i 2540
R P, B WNT 55 38 5k (o A gt »
IR A KA R RIS AR TR R RIS 75 gk —
5.

2 REMAEDHRRENELRER

LRGSO, Bk B g i 2 AL ) B e
(] 32 3t 18 o P 200 P8 B S R ko kA D 2 M AR
BERE M OCBEA DA 1, A2 P R 1 SRS A R 1)
PETTER . HHERE DT AR TR AT B3R,
LT ZAMEIERFEZOR B, ik EAFEASUA



1

SRELER, 4. BRACIZEL 5 e Tt R 1151

B DA TR A R A K TR
ZANMOT TS R, AH b 55 A 23 K b 1R
WP, FPR i g0k & B U7 ST RF 4
P AR R B AR A R IR I, 2 T SR
AP E =, BRW 0 T BT 208, it
V)22 UIE A0 1 V0 SRk 7 JFF i 4 B 2 1o 2 o () 4 ) %
AT REALH]

21 HEETK

FAE 1987 4, g IR 2= B Y & A Ll 22 B %
IS 2R 2 2 B TR = 40 91 R R PP R (—
il A BF REVE S ) 1) IE 2 2R G L PH PR R
65% (26/40), T T AL £k e C0u S 2213 10% (4/40) ™,
Park 25 U7 5t 19 451 J & 14 e F8  BT 4L 2UEA T 4B B
RO B PO A R IR R T R, Bk
& B 8k (ferritin light chain, FTL) F#MIK, 1A% 8kE
F 24k (TR) Tt . Tan 25 B xf 24 45 A9 1 3 9
AU 55 LU AT AL 42 AN 4 T 1S A
O e, 4 RERW, BRI E. TR2, STEAP X
R 3 (STEAP3), HlWiZE 1 (CP). Tf. BT
H 1 (IRP1) JERRIL B T, EFHNAMNImA R
R 21T B e e i 8 4T L FEE e )k e R, (HZ
FAN M EZ B PAREIAH 7 T IR IEAB G, A
REMRBEER S BN, — T 41 il B+
AV A AR R A, BIAEA L TR
TIR2 ¥ T e 534, (HTE 25 Bl S5 UL h T G
IR DURR (25/41), T e 2E 23 R AN 4914 HH Bk DA
(2/41), RPN TR FHE AL S B S &
Fhe, ARG RN EER I Y, BARE 2 RE
PR, FHEHZVER S BT, (HAE I AhAE 4 2k
FRARIH —STE P XRERM R %R
FH, A P A 5 At o1 i e AR e v R AR T AR
POASTR], S HoAth 2 2R f e PR T 95 425 SR mT e 7 400 A

i EIFANE -
H AT AT Bk 8N B M ANE 2, F 2T

T T Je 20 21 598 55 4L 4 B E i L P LR RN
DT BREEAE T RO Ay T AR, (EILAS
RATREA RS BRI, ROV S R A
LI R T RIEEN, FIRKRIBELEE
{ELIE o Eb A e A SURIBR R 26 A, BRAR 2 711
Ak, A R A4 AN B2 S i (R AR 4
T PP R AT IR EAA PSS ' TR
MU 792 Youn 25 U1 3T 12 75 v 4K 31 e 41 41
PAZYSBEIFEN S TREEAOM M EEE T
gk 1 (DMTL), {HABATH WS 2] mRNA RIiAE

th, BAFUKFMAERE, BXHIMEARYES
P& & T sk, MR IER AR R, &F
WFFEPR, St PR DMTL /N BUFFIRE: & 8 0 A R
& ™, BARCL B RRY, XA AT REA AT
A B TR, EZHE R A AL .
22 SHAEMHEITK

BRARE I R A A SURE 2, B R O A B A O
NI LB ERA T SRR A T IE R, Hentze 25 ™
Ve VEA R bR, . 5 HABALGURNTE], U 4 R A 4k
Gb, BEIEEAFR . BBUk U A B RS R 4y
T, WERAERS, FmAE SRR N R 4.
N FFEI M I Bk 2 A R R A b . BRI 4
g1 POV HoAh g 2 43 0 S OB R R B AR IA
AR, (B LRI kB B AR O P 2 B e Y,
PR AR IEAZ AT E A, R 23
R, Wk R (A E AR AT ps3 . NF-«xB
L S

PR ERNIE A B Ny P2 K, S
HEAHREIAE - HEE A, EPRART TR
it EEER Y. HEERE 9 ALY A i 2 k0
HAHAE e —iEiE, eI R RIAZ
FIEA PR R PR R A . 40 Py R BR gk
TR E, BEEESED BMP) NS 0E 5@
F AR A R AR, BEERRON L. BRI -
HEBR AR 1 %l 983 T 5 30 B S APURI IO £ 2 I (5 3R
UM ™. Udali % B ROV R A 4ih %
LR, ARE 53 DNA B8 7 X LA X, Abd
Elmonem 25 PV G B, 5 IEH A AMLEL, 18V T
HER R 2 mRNA FRIA T %, 20 M 1 20 23 rp )
K, PEnEfEdEPRREREEGURS B
Witk . He %5 P2 BLLE FFE 41 21 b T 3R O 3% S
T BMP6 NF%, AREZERIAREZIE FREIERKZ —.
HYIeEME, SRR EAS T RIETEF, (£
HAt g H AR I 2 (RPN T, A R 1S
fifige B9, S fmE s M . AR RE, fENEk
VA2 A TR T, HEOR A e P AL 2R R T B,
BT ARIE, HEBk AR A7 A SUREE e 4H
RARETHEZS D, BRI E AT
A 82 e A Uk 1 SR IR, AR I P R AR Ak 1 7]
RE L P20 M A0 B BR R UM R R T . HFE R
FIFbhE, HAmEERRLEEE. ARENE,
1EFL MR A0 2 PO R AN LR AL BT o, HEBk AR
FIRIE R, FWRHRRE O 5k 78 2L 4N
il & kS BRI O, 5 Ak R AR AR K3
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Ao B Aok 4 ANaZRAFE 800 A HIHT
REW, HSREATHREIEEREXRR Y. &k
Bk, B ER - HEkE B B s 4 2R I kA
=R HEkEa TS, e A S 2R
AR S HFRE O TR, 2R R - HigkE
1 il (1474 T R A A 4 2k 1 B i At 2
SRS RETEEMER, EFEE— B FIEsE.
STEAP3 j& — Mt fifd i i€ 7 5 TR 5 — 21
W I Bk SR R B, TE45 & 10 Fe B HEL
STEAP3 i 5 % Fe’*, %4 DMTI i# A\4Hffs. STEAP3
TE PB4 R 3T R B4, RIS DMT1 &Ik th R s B,
ME S e STEAP3 ik T B, 7E45 E e
H DMT1 23 R FETE i B, 3k AL 2 JFF i 41 41
o R AR AR B m R . H
7 J& (142, STEAP3 ik ' Al DMTI @ik ™ /N B
ek EEIRAE THREETE, TR EFHELT,
T AN S DR R o I AN 2 3 ik, Bl e Bk O
AEIX PN H T R0 T R T o H A R
FA SR G e $E E 2 (lipocalin 2) X
BRARUALEI R ER, ERHE—DIHRE.
2.3 SREERTARRRT B P RMER
Ji IR ) S PR B L T A R 1, I 90% 1
JigR F B T T R e R Y PR 4 i B A% R Bk 1)
TEFRZ 8500 RN AN AL SE R, A B S
¥ (hypoxia inducible factor, HIF) 15 5 il # 7 fif
SR R HE B AR, kT I 4 A R R X
HIFa ({13834 1M K& 4% E 2 AE A . HIFa KA 3 4
B¢ &% : HIFla. HIF20 1 HIF3a, ‘5 HIF1B J& % [6
iR HIF Lo 725527 il 2 Bt #2 L g (PDH) #% 5%
JE iR, T PDH J& k. 2- Fi [ — & A0 4R s i
HIFlo [, XFEifi< FE HIFlo f#f#. PDH &
PEEPE TR Bk, P AESBRER 5 AF T, HIF Lo D] P fig
BHL ¥ 10 20X b e X 5 F e H 2 8k & & R B%,
HIFlo FFE &0 —50. Zhang 28 W5 &0, &
MR - KA T, HIFlo {55 18 2% v] 38
ok W 2 A R A b R TR SR #4 4k (EMIT).
Kai 25 3@ b A B 25 F0 3h 4 8% il g8 4 700 O B,
HIF-1a/miR-210/HIF-30/TIMP2 i 75 J 5% ¥F % 75 48
FfL A8 5 4 A A i B I R R B EAEH . Guo
s 11 3) )y HIFs-MiR-33a-Twsit] fl i 455 1T % 24 f
EMT, 1t/ d0 iz 28t k451 . HIF 35/
A B EMT ANV 2> 38 0 -9 40 B A & 1) = 28 1%, ik
FIS 5 G il 0 Fo R O B, (R P R 1,
HIF 1o 18 ] 4% 15 P B2 A2 K KL F- (VEGF) #%3x i

B A8 A AR S AR AT 2R KR R A7 7
AR S HIFlo /)5 BCLY FiA A, o A
P 440 WNT/B 3R (15 5l BG 1 .
BRI o 2 e AU RE S, HIF Lo {55 @ g iE
AT R S RS T A A ) B R A s T, &
A2 AW 50 R HIF Lo 2K 36 8T 30 H 3R 08 B 3 0
AT AR KL B DA R e 4 B A 12 e 0T,
Bk HIF 1o, HIF20 th 52 00 AT & 40 fs EMT 2, i %
Az R U RS 0 T 40 B Y, A S A A
RFEHF ., KREMPT ARG, HIF 5HEKHES.
Ak, R, BTGS2 N HEEVIEC. B
SRERER ] LLRSE HIF, $emHigE, (2 H aret o st
BRAAES, HIF W& S o an i s 4 2UE
Fm b SR H &' TR ET S,
SRS T IE I HIF 15 5 38 B 6 A e 0F e e AR R ik AR
M, BAEERE TR SR SEBRME -

EMT & MR8 2 Mg i (i E 2 2, RICH
AR E O, BBME T RS, E- 855E & NEAM
BENPERE I, R bR A REAE, W AR AT
53 TR AR 7] [A) BT 40 L % 4k, 3% B E (vimentin)
N- 8555 8 R AW, TR AR 2268 7118,
X SHEMMEER Y, HIFIB EREARE S
RIS EAEE S EMT, HIFlo #3505 s, i
TEAE A S T AT A0 AT EMT U oy —Fp &
EREM T, BMEESAEEARETERZ
EMT EZHE ", HE, EMT Rk EE AT
e EMT friz —. (HEX E- 45305 B LA
2R A R4 F I AEAE 43« Naito 258 VY 78 KRS 1
o A5 28 i I 1 Rk 25 7 Lk i 4 (deferasirox,
DFX) fff E- #5585 tR AR R R AT &, mMikEEH
KR Ri5 T M. Zhang 25 " 43l DFX 7E 45 [l % 41
Mo fd E- S5 85 SR RGN, BWREH. N-5
B E A LILTE 1 Nishitani 28 0 308 76 &
R AN AN 2P, DFX PRI N- 4585 = A
Fik N0 EMT 5 S48, Chen 25 "V IRIEERE &
7| -8k 1% (deferoxamine, DFO) 1 Dp44mT, i it 4
R A b B- S35 RO M B IERE A,
] TGFB 5 5 1) EMT, 1] Be bl & 2k 24 7
b 8 #0883 R N-Myc T 3 9 5 2 ]l 1 (NDRG1).
NDRG1 2 # A & E, Reigdd 4 5F B- MaE
B AN B IR )4 M e AL ) EMT. A
WF 548 AR B A7) i@ T HIF Lo #&§iPE A19E HIF 1a
HHE P A& 428 NDRGL 1 ™, {HiX 5 HIF1a
AR R A AR T G Y, EA R TR B
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4l % DMS53 HIRR R FE MR, 28 A7) Dp44mT
A Triapine 48 7] LA F 1l NDRGI 31k, (HTEZ
/I RS 2 23 X 9 M 4k B 5 50 240 ) NDRGL 3R
ik B, XUTERE AN A R ERA 4 R,
PN R = 0T R A B AR A G —, KRR E
%) Jie e 20 LA R s PR A, AR T LI AN IR AR TR
Salis 2 ™ 4 5 B0 AN 1) 8, I 5 A 9% I ik kit
NDRG! HJAFEER, 1Ay NDRGI ()% g A A A,
S A AN [7) firb e 4 i R 5 R R I AN RIVE A . At
TRI, 75N FLI S 40 HL 5% MCF-7 o, 28 &7
DFO A PHEN 33 NDRG1 ] 2 %5 A4 % (NDRG1
mRNA Variant 2) F3¢ 8 H 5748 A= %6 S A0 40 i 55 14
25 A FFE 40 i & HepG2 1, X Fh 2k 84 71 5
1 BV S A 1 %2 (NDRG1 mRNA Variant 1) 342
Bz R HETEFIE, X TAFEZR
AT NDRGI1 315 T Ui AN B 72 800, [H]
I, SRR e 40 T #4228 b 1O L T b,
24 N BRERLE ek g v B /E F B gn 820

3 SKMEAREETTERIINE

LA ST JE R M e 1R T F BUS iR IR T
o U E R AVRTT MAe IS — B A, 5
FAAERIE 70% ™ BIEFRIBITTH R EES
FE KA RN NIGIT G AL ] 2 26 A
B i A R EULT T B R AR PR IR e 7
MHEBE10MNA LAY, FHRE NIl gk
TRKEE . WEIR b O DL 5 e A s iR T
Tk, ZMEEEFICHAH TR SRCS
TG AT ™. B A TR RSN T A K/
STV, SYAEREEMT, W52 4 A R
BRAGEYDENE . BRE A5 ICL670 (25 pumol/L), CP20
(150 pumol/L) T 41| HUH7 4 854 (—50%) 11 DNA
Sl (-90%) ™. DFO 1 5 2% y Xy 4t i 1r)
U IE ™ BRECG TR R IR TR R 24 (TSC24)
A 5| T4 P SO L R T, P e 4 AR R
VRS R A E K Y AN, = (4- 3 -1k
ML ) AL B [potassium tris (4-methyl-1-pyrazolyl)
borohydride, KTp4-Me] ¥ | DFX ™% &4k 545 51
AT DI 3400 o) P 4 B 3 5 g R o) PP g . R
FILEF 2 A T Esr§, 45 HIF. VEGF. p2l,
Y1 A 114 4 D1 it NDRG1 25 P4,

FRARER BB RITE AR D S50 S B S 36 Hh SR I
PR AAORE,  AELTE JFFJi B8 2 A P9 I PR AR B8 R 2D A
FLFRAE . 10 A7 e ST e S TR RS A I, B

Wik HE 2k 5 7 DFO Ja, A 2 A B3 B R 14
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