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8. JEBAE MRS I M B (non-alcoholic fatty liver disease, NAFLD)RZ % 44 5 /Xt 7+ & 5] A2 69 M A
HE, TR TEMNBRAZ RN MR TEER, BATHARRET M. A TA—
AR T sk BB i AALIB AT MR TH R ALDRALLETHATH RN, FE%52
B aLEl, T T A ENAFLD® X 2, FHETH T 2 BAERTHMXAL. AL AEAANKLT
MU 7 & & I Ao T NAFLDAR A4 3290 sk, 9 5F ANAFLD& 7 25 40 3R B4 89 5 Je A vk
K st ML A JEIEAR MR BT AT R

Lipid peroxidation in ferroptosis and relationship with

nonalcoholic fatty liver disease

ZHU Wenjie, ZHAO Yize, ZHANG Xuechun, MA Xinyu, XU Jingya, LI Baolong™
(Center for Safety Evaluation of Drugs, Heilongjiang University of Chinese Medicine, Harbin 150040, China)

Abstract: Nonalcoholic fatty liver disease (NAFLD) is a common liver disease with abnormal lipid
metabolism, which is mainly caused by excessive accumulation of fat in hepatocytes by various pathogenic
factors. At present, there is no specific drug for the treatment of the disease. Ferroptosis is a form of regulatory
cell death driven by phospholipid peroxidation. By reviewing the discovery, occurrence and pathway of
ferroptosis, this paper discusses the relationship between ferroptosis and NAFLD, and expounds the related
research on major regulatory factors, which provides some basic theories for the treatment and prevention of

NAFLD from the mechanism of ferroptosis, which is to provide new reference targets and strategies for the
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development of NAFLD therapeutic drugs.
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a1 BB, FTLANAFLDJ 2 4745 T A0 i Al
JE W& IR AN R o I 7 2 2R A ke = A5 T IR £ A
o2 BRI R, AT 5 O™ B R B R AT,
gy 3R B0 S L A A T 2 L A R T PR A1 404 52 i
NAFLDIR i . A I<A% 22 A0 I 7 4L 23 5 1R
FIE W HF R AR A TR I 107 ) e B A £ ST 0 I 077
At R EE TR . BN, W TE R R T AR s
RE B S SR A A 2 AR D> . SCBEN 95 &
R FE R K-G0 SR P LR )
P9 BE NS ML 2 ENAFLD W 40 & B 3k
9K VL JE 7 14 B %8 (non-alcoholic  steatohepatitis,
NASH)RIYNAFLDJ B 2 03 () gk e A, ™ 5
& LN A d &K & Dy M BE A A 4 e
(hepatocellular carcinoma, HCC). NAFLD] &
RABCRBFE T e, FRERKES, EIEE
TH N A BR R W EE IR 2 —, NEE
g BT U SR R Y A 4H
JRAEXINAFLDRIRF FUAT T E RS 71, 2K
WINAFLDI) R AR B 5 AR, PR
PIRZEET L RO AR 5 R A 2 R K,
B ILVEFERL A HE LLAA E o M SE T3 oA 2
B b AR AT I PR LA o R U T RIR SE AR LAY )
YHpAE T A, B dHHEE TR R IR AR
LM T N ARAE T A M SE T AR
o Forb, AN T H 2 AR S A B P RS
B - WOE BN - JDE 2R i 3 6 2 e 2 R g 7 PR AT
[, T E W AR R AR REE TR AE . A BE TN
N, BRI R D AE S iENAFLDHINASH
MR AR R IEAESR, RBE T E I 9 9 A
M2 B EY, BB, BT ER S %
FIEAT, BRI AR RO K 2 B
BURHIE . AHORHEFE R, NAFLDS#AET 5 i
ANV, Bk, BRAET: A EANAFLD
By E R A, JNE B FUESE, NAFLDATH
HILER AR T OB B 1 R A KT B, IR i A Ak
SETE, HARGE T H 0 Al A R d gk se T
FIENAFLD .. £ AN FE 5 R (polyunsaturated
fatty acids, PUFAs)K A NE BT A0 s B 77 A2 K
B AL (lipid peroxidation, LPO)AJIL S &8k
FETDRAER RBIR B, X — PR AT Re A A7 E T
NAFLDH)RAE . £F4EA S B4 EL 2 T e i 1%

Z AU AR S R BB T () 7 AR R 4 O TR AT ]
J, X ERSET AR o L S AL L] 5 NAFLD K &
BEAT I

1 $RIET

BRBE T — M YA Bk 40O 1 4 P K TS T
X, DUBRE RGBS A 9 3 R e, BAA
[F) T H AR P28 - 07 T . A b R A%
fiE. Hr, MM ER, Xagkwr: 59
To. IRFERT E VR 55 1 OGS S SRR IR 2 . Al i
L sl R I o AN 5T R S0 N5 % WA N -
WD B R e FERE S EE S N, Ge e B DR
5, IR, M Sh A e B AH B e fn e

CERAETDT X ARTE I IR AR A RAE T
20124E R RAE Cell ) — 5 TR, 12 CVEAIR 9T T
Ny F A W) Erastinis S A ARAL T AR, &
W Erastinfilt & 1 — FhoptRe (R A0 RE 2% B 8 T 1t 4
T DixonSE" X — I RIRZ N “HRIE
=7 o AR, BRI AR ) — S R, X
PRl b T- T R C A g2 3. 20tk 4l
M, FE 20 20 R R AR I T R I T — b
AALRIBOE SRR T AL T IR, OAEL
AT 20142 SOEARFI604EAR, Harry Eagle X
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B B PN U5 2 D 2 IR 2 A 4 i 400 1) X b 48 i S
TR, B R E T AR S R SERR R 7, H AR
H A AR TR CA BURNE) T
L1 $RFETHI=4

A B S AL = AE I LPO A& 5 S 8 B0 T 1 O g
R, S BEA58 H HPUFAs. PUFAsH [ Bk-Bik
U A - S R AE I B S B A I K B 4 (acy1CoA
synthetase long-chain family member 4, ACSL4)f]
Z 5T A i PUFAs-CoA, 2R J5 Bl % I % i 1ok JIE sk
Pk 5L #% #2 i 3 (lysophosphatidylcholine acyltransferase
3, LPCAT3)Ea b2t A\ JEwE i o JE R 2 PUFAs-
PL, BULHIINACSLANERIET R EM . H
3 5Bl P PUFAs-PL 0 Y 5 _E ) AL45 5 T2 i A
A H O RIBERE B B2 (PL), ZE 58S T RM
A R i A B S (PL-00-), FE A
PUFAsH 2 U T T it A6 fig 52 (PL-OOH) Al
M5t BH3E(PLY), AIBEAEIR. MWiFe™ 1t BAr 2
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I I S5 N AL PL-OOHIE J5 9PL-O-, #—
Pt AR B B AR NS B, A 2T O 2 S ) 5
FMEFSEUICT R A AW, Fe* B n LA
1E MR A G EELOX s B R 1, L PUFAsid %
PRI g ok AR R AR, (R A A o AR AT 7R VE AR

LPOWI AR W B A4, K& A7 AE T ot i
o, ABR 22 V40 I 25 A e AR E IR P AE A,
FELRLAR N JoT I A Bl AR 55 2 TR IS S AR
A RERBRIE T AT R R AT =R R
JE ¥ (tricarboxylic acid cycle, TAC)FIH F1&4nEE
(electron transport chain, ETC)i&H3/= 4 7% 1 E
(reactive oxygen species, ROS), it #[m] £ A
UG 7 1 U JE 2h g B i A R R AELPO, 5%
Mgt WM RS E KRR, h
AH78 5 [ [ M (unfolded protein response, UPR)
SN BTN AT B SR AE TS A — A R
PERH (B AL M AS B o 1 VAR A FFROS T
e 2 5T CL4 SRS A e W 22 2 2k il 25 17
TE TV B AR IX — B GRAUE S, H I8 i b i B A4
RN P4 e R SR TR R 1R, TR
SHRFET BRI F A 2 oG R /Y. Rk
A BE 7 LA 9T 2 W B A A R AR T P IR AR RO
fHIEEFAROS 541 AE T 2 Al 5 R,

Jig i o S AL Y0 B T % (malondialdehyde,
MDA)F14-¥2 55 T J#i ¥ (4-hydroxynonenal, 4-HNE)
MEERZ, HRKZSLRAR RN DIMDA
RNEPP, RiegmanZE P 7T RBL, KAEBIETH
AR 2 AT o RATZ KIS, HED ] B 2
TUE _ERARFLAT IR SR, HAEM R4 2
B A AR AL # . IX SR B4 fR Al 3R 5 = A 4 B
BRI R0, g H A AR <B4r PR BT . HIX —3id
FEAT e 3k — 5 SERRAE W
1.2 =R T B {EML

HRT, A = Fhod 2 gk v el 2= H 4 ) s
J 3 A A AT 7 A A0 L ) R BT T B I & AR
(GSH-GPX4). iz g%/ (NADPH-FSP1-CoQ10)#l
VU A IsEns 3812 (GCHI-BH4),

HoE, GPX4ftR & WK RG L —,
FERB T Xe BizEBH RS . BMHIK
(glutathione, GSH)II& L K GPX4E A H ) &

FEo Xc R G0k 4 M A0 1 e 2 R0 P I 2 2R 4
BAE, I N2H  E  RR U 2> 9 G SH B AR 4k
8 SR AL SR N I R AR 1 GSHIN & ik, 12
6 i oo A8 Ak S B, B Lk 48 2K 28 T 1 R
. #ZIRFE2AH 9% A F2(nuclear factor erythroid 2-
related factor 2, Nrf2)/& BB H] 1R P B Z I
(0 B AT 7, AR R B X e R G R
SLCTAII™Y. BFFL R, 25 feid i BuaNe2)5
ZGP XA TEATL 1) 28 Bk FE T R G AR i (1 A=
RIE. 2 RSP RRIL, B eiEd
WOEN 240 T4 Mgk PET:, o0 S IR IK B (high-
fat diet, HFD)i# S I CS57BL/6TH AL /N R
NAFLD, Xy HAh 25952 7] Nrf2 1657 NAFLD#¢
BET BT )

HIR, BRILT M E& [ 1 (ferroptosis suppressor
protein 1, FSP1)se 5 & L — Fhi A 24 (1 BELLE
Y K AR BRBE T A HI R -, FSP LSRN BRAE T
R E L PAT T GPX4i 2, EAKEI T GSHA
FEMHIER, Ml iiEMEEQ10(coenzyme
Q10, CoQIO) MBI R A, 1 G REBE L
(IFSP 1AL A R i, CoQIl0i@iTFSP1/I#E B NAD
(PYHF HIIE R MM AR B FRXUZ Y, A S8
i (lipid droplets, LDs)" 2% fgPE B B L 3k
{t.#(radical trapping antioxidant, RTA)FJIA™T, 4E
FEAC I ) fi A7 7E A N IO AR o ==, B b i o 4
1hiF SERIET- I R AP . ChenE P HESE T FSPI/E
CD11b+Kupfferdiffirh 321k, HIRM BRI R &
JFF 4 B S B — /N 4y, (B4 A H O S A P i A
8 5 4 B 2 AR Pparb/d iR 2 B B 008 T TR
RIFHE, JFHEEE 7 —FhfF 5 FH D ENAFLDI
FSP1 cre-Pparb/d HEHEUINE,, NHFTTIZ BRi& 1%
SCMAINAFLD KR R AH G R TR it 1 S g RL it o

HHT, XBH4EE I FAIR >, BHAEN
HENRGWART 25 T —8ANHEA. HEHE
Jo RN A R AR AR, T GTPIb /K i 1
(GTP cyclohydrolase 1, GCHI)/&BH4& i R
My, GCHI FE 3Rk AT LAk B i — LEPUFASs
Mk, I, AT RLEE GCHI-BH4RZ 4] kAt
TR R AERY . Kraft: P8 i 5 ik 4 56 IR 41 R 91
GCH1-BH4- 1 /I 22 4t 2 M i) 2 S8 12 1) 3 B 75 K]
T, BoEZE AT A bt RIBHAR A, H
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2 BT 5NAFLDHX R
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FoRE Fo i T A e AL RO [, R
WHREFFFRERNERS, A E85IEE kA
#(hepcidin, Hepo)M FEAH . MHLIARE & 1%
ANV FEA AT, IR B i 7 20 M o T 3 B0
fFREEDIRE WIS, R N 8 5 A 3 o g iy AR
B UM NE AR W7 AR, R S w4 B AR 3R
ALET TR AR ) 2K LU S5 NAFLD A8 3 A AR fie
5 B ACBU BB REAE A7 FEAH G R

HAT, RTNAFLDRKJEIRE, [R5 A
WA — AR R “ T3 o H—=2 !
JoR S SR ARG ) AR 5 AR, X5 6 105 AR
AU 107 W A 5 5 A 00, I BLIg D Tl o AR 2R 4
il G 7 A2 M N I NAFLD ) SR B 2 IR 2
=B H MR AR AT R SR R AR 2
ROS, MFEALRIE R AT RERERS, AT AL
Fig ST Al S R A 2 R R A IR G =
A Kl (methionine and choline deficient L-amino acid
diet, MCD)i% 3 {NAFLD/) i A1 fii%5 5 (INASH
KBRHFFE T A R HEA R BR B T A R B 5
HR TR IE T AENAFLD R K b i & 2 4k
FAW, FENAFLD A, R 45345 R Ok J8 3 22
5 2B R AR A R A TR 3R Al ) B B et AL
SR Ko
2.1 EhiBE

BRAEFANEEMHLHEHMETRZ —, &
ESHUAR P S il A7 A A SOk A4 B IR
DNA & il L J 40 I ()45 -5 1% 326 55 2 Fh 240 Ji 0 2 ik
W, BT, FHSHREAMBREAR
{1 (transferrin receptor 1, Tfrl)Z5& 3 ANgIf)E,
DAFe’ - (% i Ns A7, I P9 & i
Hepe Il 3 iz 2 il 2k 2% 11 %) 4 3 44 9 Bk 19 3l 25 P i
A R HTER . SRR E E 8 Mk

) M B = 9 KK, Fe' Wia Bk 1
&8 IE R STEAP3IE JFoNFe 5, il —ih &8
#3241 (divalent metal transporter 1, DMT1)RE L E]
AFa s ghith(labile iron pool, LIP). BRribz 4k, #%
ARG IS B F4(nuclear  receptor coactivator 4,
NCOAMN) N TR [ AW & (fFe” B A% &Y
S EIE AR I B EILIP Y Bk, 408
WREFe 17425 T PUFAsHAL IR T id %4k
VIR, BEJS S SRR T, I E R D
PR A0 i 5 R AR TS o

JH- 20 A2 I 2k Ae s h R iR AR,
KupfferZ Hu i B i & 2k -4 fd 4h 7N i (extracellular
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R0k 3 & S BINAFLDAINASHIY R £ &
J&, T BT A AR EV 23 W B E VR i 32 vl Pk R E
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A 2 ] K -Fmatriptase-2 7] PLY R = R ICE /N R
(AR, AR e 7 23, oS W T 6 R 5 3%
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L&k G725 B 2% B0 BEL W R0 2k KT
(R A Tmprss6™' /N R0 IR REIR 51 R AL R £ 30
B, X R Hepclf 1 42 Hi Bk & (A 54k N 2 F
A, S5 H R Yy aext e A vk R 1R A
e KM
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A RO AR AL AT BT AR O R
&, MAFERERNHHESBERERBRT I
FALIER . BRI K E B SEROSHIAE G, M
T 75 T A R, T A SO D% i s ER - mT DA
P BOBOE BRAE T A S R R ik, AT 45 1 428
BRAET- RN . AL SO NAFLD AT 45145 1)
BELH 2 —, ACHMIREE b P B AE 2 DR 2 %)
ROSHIF=AAG M, WM ZRifR ., 5T AT
A A B B R AT S A ROSI & & . K
ROS A= Jig 1) 22 ANELURD T D7 B VLSt , ke AR i ottt
AR, M TE AT BAS S Bk A0 T 1 I 0 A
e, RFAn R nE S, JiangZE U FTAE
SE, ZRRARTE M EAENASHII B AL T R IEIER
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XNAFLD BA B HAEH . sz, SRR ki
WA e U AL A, EEE P R AN E
YR AR, AHENAFLD Hh 0 4l i AR s 28
[ JRE S LT AEAL K Je o

3 #HILTENAFLDEEiFEREFRIHEXME
=

3. mENEERF
3.1.1 Nrf2

Nrf2 7] LS5 7 25 G 30E Nk, BA
WA BB AR B R AR EH o Nrf2 /Ny —Fib
HEHAL B 9 B ANNR2-ECH [R5 25 #4 5(Neh1-7),
BEASEEA AR R IIRE. Bk, HiEEm
ARG )z s AR PR R G R
e, Z5NHEDR T T MRS LKL
NADPHHAMMA R SH: 5. 5
RTINS A0 it F2 Y 78 A RO
i, kelch#:ECHGHEK # H 1 (kelch-like ECH-
associated protein 1, Keapl)BGNrf28 5% 2 41 fg#%
Ja R PUA M B TG (antioxidant response
element, ARE)JFHUGHIAMIERWMSLCT411, 12
HHANEAMRIE, WMAHAEZEE(heme
oxygenase-1, HO-1). GSH. GPX4%—ik 5:2¢
THURM IR M SR B R R 00 g S i
R, Nrf2# 21755 B SR A8 [m) S AL R 0E , I
W N AR ERESKERRH6(bone
morphogenetic protein 6, Bmp6)HIZRIA, HEHH T 4R
AT 4 Hepe & P o 7E Nrf23E IR Rk 1) /0N B8,
H, Bmp6-Hepc X} A= 1738 2k 1) 8752 21 4%
F, SFEERE RN 5N, N2 1) 253
TG Bmp6-Hepcfl, o538 1 i€ (kR4S
FEHCTH 1 p-th g B L E R 2R A1 5 Bmp6 4
il o Nrf25 2 Mo 26 25 M 1 U 5 42 Sy A S N
P SO AR B AR OR o X RT HE BN R A O
I VR T HE R

Schwartz 2 F IR 11 45 B s AL /s iR
TR 0 25 i e P[] 5 DR AR TR AR B 1 45 W e
M) Hepet $R € M B e . R /N A A7 48 (1) 0 2 A
., 4 E Wm0k 8T S Hepe il
JEEBER BRI SR , A HIF-20id X DMT 1 [H]
400 B s ek B B, I I8 OE B 4 W/ 55 4y W

Hepc /i T ML FLEE B Bk Uk D 2k th - Yan
2SI 9% 32 8 KA NAFLD /) B, P W5 E - 1% B2 415
YA RS, R BINTf2/FXR/LXR o 4 7] fE X
NAFLD/ A A EAC S B B R EA, i
LXRo R 82 B A IB A, AT 208 % g 1 IR
BTG EPIANPTAMTIL, a2k i)
GGPPT IR SF L RN . LiGPR B, #65  E P
b B Bt A FAR BN 238 4208 /D ROS it 277 A2
HAEHFDE S FINAFLD K AR At JEs 17 Al L
T O PISK/AK T-Nrf2 i 4% 38 47 9 52 T g fii 2
PE AN RANMIRIE LT 41k . S ARBR Jx
SR AR 2 TR 249 T O Nef2 8 4% T i 26 (R R
ik, SHANMRRTERK. Kk, Nrf2n[fE %
(30 R TR 4% PRI T IR L, SENAFLDY)
RAEFRRE, 3—518 8] 2598 17 & @ IR )7
NAFLD H 1,
3.12 Xc A%

dHp s E B AR/ A R sk, BIXe &
4. SLCTAllZHd—NRaE e, X/ FROS
AR B ZAEH . FFFC R, pS3niEd i
SLCTA11 MR BRI T W IRl ROSA U & #5 1E
7, SongZE PNl it SEI IE S T BECN 1
SLCTANZE 1 N EE K X e RAEREE, R
SLCTAN @K — ¥ 18K % 0 oy, IR K
BAER . EANCR2IEOEHE A, T LU R b R A
BREAR iz, REGSHM AR, IaEbie
RGBT AE -, AT A& 2 40 ) 2658 T 1 H
11 p53. BAPLFINF-y#liffi|Xc REF FERIL T
KA AT DA R T30 R 40 . Lin507 A AR kgt
W TT 0 5E T2 2K g 2 15 SLCTAL AR 8
PESCHEN Z, FHAECDAAN T W RE BB T
RAIE T EEER
3.1.3 GSH

GSH A W FL3h P4 g o i) 2 ZEHTAAF, i
BEIE . PR AR ILFE AR, [FF 2
GPX4[I IR F5 1M GSHAE S 2 B PR 241 i P 42
ik JE I Zh A5 4T, AP EALRE I R R, S
ROSHI B St GSH ) B2 A0 () 231415 2 i 2
IR IE T R A . IR 2 & UG SHIY 32 2
ARGy, AE T4 BR [ I 5k = i S 2R (I8 R R AT
JORH TR S I, A A5 Tl O A LR R R
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P (R 30 B R IR = A=, T 400 o) e T ik 4 A K il
[PIZRIARE,  FiJe 20 B 2R B0 T M U M 5, AN
T SE 22 R R AR KB IR, AR AR S8 A 1E 1 B
FoH, AN GSHAE R A B UK T 1 PFAl T
PR, FERAETS A S IINAFLD G WA T IE 7
GSHHAE N T ZAER M Fabr AT .

3.1.4 GPX4

i B i SE A DB GP X4 A2 55 — N 2 0 A 100 1
BT E MR A, AR TR R LR R
t, BTSRRI A NER, RBIGSHI
A HRIIRE AN A M B T FE IR B, B AL
TR O A RN BB AL, PERAE T
VAT AR O E R, T B SR
Hl GPX4 MG YA £ R BRFE T R 2B, andi
Xc R G2 FEGSHM A B D> TGP X4k
i, TMRSL3% AT DA B HeAM i JL g 1%

QiZ5l S FI R FE T 15 S FIRSL3 AL FEMCD ]
BHE FIINAFLD/NE, SRR, M2 GPX4
R IEW D, BRE S RE TS SN RIS
Han, B S FH GPX A0S 71 0 A R 44 Ak 21 /) B A
GPX45 &3 M HNASHAE L%, REEIET
GPX4 [ 77 5 0 JH- 40 M 1 2 38, AT REENASHAK
AREPREZEEH. 4, NASHfEANAFLD
B — BBt AL, X GPXAHEAT A SR %5 i) fE £ 7
XZ A EHINAFLD#RE I R BB . YangZE k4 31
RRNAXNAFLD KA, AT 4l & 58 1
hsa_circ_00481797ENAFLD A 4Ms RS o (-7 F R AL
i, R BT R EF A R AL B 1) Hep G241 il HH GPX 47K
SPREA, FEAEREEROS & & AIHE N LA S £ KL A IS fr)
#1475, TMihsa circ_ 00481797 & # FIHGPX4/%
ik, WEREFRAE, HA 585 miR-188-3p s 4t
a2, Kk, GPXA4T] e N iATT e W AE P 1)
EIEALYLE e
3.1.5 FSPI

FSP 15 Y8 N A2 2 kiR (2 96 T2 8 13 ATF/
AIFM 1 [EJR 5 S KT AIFM2, {H B 5 #4kiE
HLB = LR R N S L 1) 7 51, ANAEAE T 2Rk
S S [ A7 N = R L 2 R W (2 A = 4
Bersuker&: P E B i 44 NFSP1, A T H4n )
RE. BRibz Ah, MEHBATE JE R a7 3 T LDs
R EAZAEFSP1 ) Al i b 3 g i A Ak

Y% . ShimadaZe R FHERAET 155 5 AT SE 0 B
FC, Wi T CoQlOZFSPI X B JEY), MGSHER
Z DL GPX4E RS, FSPLEIT 5 CoQ10i8
JE vz vy VE RS IR ME i &, RPN B
/b B AR R E SR Ha- R Ely, H AN
1l T AN AT

FRFSP14t, HuTH 7L/ (M BH4E S v] il
IR TN 2 R A AR 2R, (2 ECoQLO0M) & LA I
RIFPUAMWAERSY . Bk, HI3E@HEGCHL/
BH4Z 2| Hpl ey, @i #EkED A T

Erastinis S (020 T Hodh HAK S 558 B [ A 55
B FIRAH T -

3.2 SRAEHRERF

3.2.1 Tfrl

BREBEANUA S B3 Bk B A/ R R B K1 2 S
EEEW. AR, ek mmiEHa
WP R A AR L PUAHRN , XA REAME T %
NEENAFLD AR AE T (178 (e 40 5
322 %%a

SiEh i B SRSEAERER T, SRiEH
H WS P R R, Bl S # % 0 NFe™, FILIP
Z5MMEIC TR, Bk, ATk i 2 g 5
H W6 I7 B AL T A 18 1 PN AFLD [ 3 Jg2 4
et o, — M SRR AR S A R TUIRE A
prominin2 HERFE T M F3RIE8, REHEEA
)22 Y4 (multive sicular body, MVBs)FI&MERFE
B, B NGE H F is N T R T, R
prominin2-MVB/#MA-ZLE FR AT AR . 4R
P e e AT — 2 B e BTRL, el kAR
X —J7 [m) 0 R P T 5] R I G 10T AR 1 AT A A
5%

4 BESRE

H AT, BRACT- AL X NS A e R i (1 At 5 &
FAREPT R, BT, R Z T
Ji R 25 W A R S A R T AR
AR AN AL AR SR FT, BB 2 (1 I
RUINAFLDH R AR R« FHEATASPE . R4 R
T 2R e ORn VR4 0 S5 B AR 5 RS0 T
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