o 40 i 25 Y022 24 Chinese Journal of Cell Biology 2024, 46(5): 10751081 DOI: 10.11844/cjcb.2024.05.0015

R T X HEIB R I M RV R I ML R i R

KEEY x|ZAY ' FekiE FRUW OER T4
(HR A R EBE R =R, 220 730000; 287 0 B 245 K EWF R AR, 220 730050)

E  AE19 % % M (intervertebral disc degeneration, IVDD) & —#F A A2 AT M J& 5, 3 L 49
AL NEAEA I, LA HLLEAKSF RO R TR, FEAMNELEMR. B, KE/”
B R A DI TS 5| R S AR AE KRR, FRRCEHAAIVDDFET F SR, L Fakns R
A8 2 I AZ g K AEAUR| 2 —, B i AN 4R E AR AR R AR R T —F K ERE
SBF. TEHKRLTI LA bAFHIEE, @I, &G R A b am e sk Mk ARG, #Em ATt
YR T ARLA LR AR IR, B AT, AF5Ti6 T IVDD A 2 2 d o), fe e @ 4k 5L 7T A8 &4 y7 IVDD#A) —
e DR A0} T ik, IR LRI A4 LT FIVDDMALE VAR G B & 2 1) 6948 EAE A, 5
B F 4T IR IVDD EA 3 6 5 &

KBER BRBET A REOW, MEMRLAR 1 AF FH AL

Research Progress on the Impact Mechanism of Ferroptosis

on Intervertebral Disc Degeneration

ZHANG Yanjun", LIU Yandong®, DENG Qiang'*, GUO Tiefeng', LI Jiaming', TAN Sheng?, LUO Linzhao'

('Spinal Orthopedics Department 2 of Gansu Provincial Hospital of Traditional Chinese Medicine, Lanzhou 730000, China;
*Graduate School of Gansu University of Traditional Chinese Medicine, Lanzhou 730050, China)

Abstract IVDD (intervertebral disc degeneration) is a degenerative disease of the spine, most commonly
found in the lumbar and cervical vertebrae. It is characterized by a decrease in water and protein content in the
intervertebral disc tissue, leading to disc wear, pain, loss of elasticity, and displacement, which can cause various
spinal diseases. The academic community has conducted many studies on IVDD, among which ferroptosis is one
of the key mechanisms in the process of intervertebral disc degeneration. Cells determine whether to further accu-
mulate large amounts of iron ions through intracellular iron concentration and autophagy pathways. Excessive iron
can lead to increased free radical activity, causing damage to cell membranes, proteins, and other cellular structures,
thereby promoting cell death and tissue destruction. At present, there are few effective drugs for treating IVDD, but
targeting ferroptosis may be a new approach and method for treating IVDD. This review provides an in-depth ex-
planation of the mechanism of iron death induced IVDD and its interactions with other factors, and explores more
effective prevention and treatment strategies for IVDD based on iron death.

Keywords  ferroptosis; spinal diseases; degeneration of intervertebral discs; mechanism of action
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HEIA) B B A R — D E AN, HeT4E
W BERANCE AR R, B G2 B I N SCHEE
EEIER . S8T, FFle. B AFHIET 2N ERY
AT EOME (R B A AR AR N . B [ Y — T A R, 2
H 80%I140% LA N A7 7EME [A] 545 1% (interverte-
bral disc degeneration, IVDD)[al @, HH125 40%[1) A\
FEAE B EAREAR e 36 [ 1B 5% T ARA Fe B ) £ s 22 i
2235 78% M N IAFEAEAS [FI R BE IO ME TR B AR 14 BT, >k
Ao E AT R A RN, R E 652 LU EE
NHR M T 5 P ) A BB 2R ik 68.4% . JE R A
TR R AZR 5] B AN R a4 ME R AR 1
RS2 O . IR, BTN DRI “BRAE T (fer-
roptosis)”fE IVDD 1 #73i 2 A 4. BRAET 4840
PN AR B AR SRR S5 AT BB — P A AR
JPPEFE T 7 2, HALH ARS8 e 2 RS 4
AU, HERET- RiE g AR B S50k, £
IVDD Ak F e, ME R 35 P58 185 1 & i
W%, S T GH BRI 2R AR 2 TR AN B AR R
AW AN AN = BE2 B S AR 5 2 35 Vg1 )T
AN AL f S5 R L B LB T P b,
BB T 5%mNIE VLR HEER, 5T
AN SGE R B o B PRI IRIE T4, B 1
AR BRIL e Ak (R 4 R R B i 2 9 R AR
JRAS RN IR AE , B AT Ak (RN B A5 A6 T, FE B S e
SRR W NS A NRES:S (i DUV =71 K- e il A 12 £ i '
DhgsAt 7 BB TR T MEMR B AR s o bk, &
FRERAMER . 4EA 3RS 77 3t n] DUARE B [a] 4t ek 2>
HHEBAHIER AT, F, SIETR AT R 2T
IVDDFEL, FEEARK, 1RA 1l GBI TIVDD
(OE=pAP=

1 SRIET R EAEKHEEEZLELR
1.1 $RET

“ERBET (ferroptosis)”— ia] Y5 T A fils 15 5. 1A
“ptosis” (" 3 ) A4 T 15 LA “ferrm” (k). 20124F,
DIXONZEE B R AT 38 XN — Pl A 14 241 i
SR, HRFAE R B It S AR R o I dlr B AT
TR, BRI TR AR IEAKE B S H AR A
YA ZE TR (0 E R S ARBE S SR T T W BANE,
BRACT AN LA R e e Bt B 5 240 ol 1) G
BAKT S, PICTAE AT LRI NG RAR ISR
LRI gk A2 R AR SRR L, B 24 3 3 Z ki ik

DIREFERG . P, BRAE TS 91 B AORE S B BT 32 3 O F
HSE 5 THEE, B AUl goe T 5 B A R e B
2 A, BRifR LAAM I 2t 2 50T, t N i
IR AH O S A LB, e 2R B A AH O T o i A AL R I
R AR DI REFE G A B Tk RS Mk, rEfl
F R G4 BEH A (L-glutathione, GSH)-7 Bt H kit 4
YlE4(glutathione peroxidase 4, GPX4). VIS AW
N4 (tetrahydrobiopterin, BH4)FI4# 1 Q10(coenzyme
Q10, CoQ10)7E 4 F5 48 4b 38 JiR V-1l LA G4 40 Ffd 4 52
B S A AR BE T 7 T OB E I 1 0 BRR
®, RERBRICTH AR T Aok iA N AR B AR
REE AR BRI AL T R, T
VRN ] AR [R] 25 40 M 2% 20 T R AR DG B A B
THIFFEN 505 A 1) B A8 1 1) B VR A HIE 2
1.2 5% THKRMEBEZHELR

HEAZ A2 A A [A) 28 v S (0 FU R TG LA A 2,
TEB NP, HEAREM IR AR, BA 5%
MY YU K T D RE . RO Z T,
METRI AL AR M FE A, 2 NP 52 B LR . 3 F4E 4k
LA RO, 2351 K Z At 8, M
AFEGIET: M, TR AR AEREAZ R E T 2 th 2 R
ST o 11 R W= (T 9541 3 IR =1 N o | A W= NS0 N P
FEREAZ NTERE TR AR IS . thah, (A8 b 2 iR ]
10 I 3G 5 GPX4 HY AL 7K 50 NPT () kA0 127 A=
SO . NPAHMIAR 15 A — R YR B AL, B4
WA BE AR R . TR R P . SRR SR 1 R
SRS AR SR T B AT, PR, R S AR
AN R IVDD K AR K Je o B 22 1) B Al, 38 B
FURTNPAH JAKRFE T 1 15T 38 IVDD s B AR,
XAEARMKHTFTIVDD R EE Ty [, /27T IVDDH)
IR

21 AL TA 2 A T [R]85 A1 5 X 8O Se g % 1)
EFELF AL 2R, F T 2R A B A () i A 8 I
PAS ORI ARG G55 O REA% . & 2 IR D 2 1 R R o Y
TH R EAFAN, AFZHASYER] 451 35 £F 43R 1) 50 8
P, SBUEY 5 RAAME R AR H ™ BRI,
TELFAEI AFAH M o] DO SRR RIE T, I H S5 HER]
FLARVERIRREA ¢ . 5NPI AT b, 4F4E3RAF4H L
XTERBCT P RUBME RIS, X AT Re S eI T A A4
PR G, S AFMMR AR, W RERAEZ
T BRI, 45 A o Al R AN ST e N AR
2R 2L PR 5 A7 B R E T e AR ME TR AR i B
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BAER, A4 1) AFSH I £ 4EPF 1) 32 B
5y, ESRAFI I ERFET R A AR T NP AR
LA, {2 AFAHMIERIE T 5] R A ) 28 1 R R
Him T NPAH AR AE T2 F B ME R 3 AR B, 1X
PE T 58 w0 AFZH R AL T 0HG YT IVDD R H %
P

R R R ZAR A R S TR 2 R, AT A
W BT A%, SR ITE N s . EATm
ELIRe 2 IR > AL A T, T HERI S SR s
R4, S5NPAH M ANLT 4EPR AR S AH EL, B0 Zepk 2
X R0 T AR UG, FLAN Ak AE T 1 R AR AT A
THUME [A) B A o Bk Bk Lk UE B AT DA i R AR
AR PR FNER BT, NI FEUIVDDI KA. BRAbT:
A DL SR R BRI 1, TSI K — &
GG H IR, B0 JRE . A R E LB 1, 2 FEL
R R AN R R FE TR AN ME TR B 978 1 L AT,
B ORI R AT S U AR ) B 45 4, 1T EL R
B ZAR A R T 51 R IR 9 3 I B 2 5% H AL A Ta]
T A 2R 77 A ] GR AR PR A ME (B SR SR T2 B S ),
DAL, S8 o) 0 1) 2 B 4 AR AT B R E 1 1T A R 2D NP
YA AAFSHBE AR 0T, 3t 1 203 B % TVDD.

T EIRARATHLA N K AR T 25
FUOME )25 AR AR 1, R, PR AE () B 20 R Bk pt
L) R0 T 17 ) A0 380 2 A 1) i 2H 2R R AR T N
— AN RRF AR ) R, X TR T IVDD A
X

2 HEEE T MERVAIE T KA
2.1 $RIHEEL

VP2 S I RBT R R, SRS kS
IVDD ) BE 3 & 2 (B A7 A SR KB . 1 B R Bk ]
PLid It 2 5 2ok A o AU T IR R 1) PR R T s
KEFEHEAR A, WG SRR D REfERG . A
WRIBL . SR [ S FIDNAS A, e S 3kptT-,
THREASHRERE BN #2540
BRAET: X DNAK 1|55 22 Mg BEAE B AR, T 2 01 22
FFFTREODIRMI L HBRHMETTR, HHEEk
i, W2 B gk B D Re bR as U AR = A0
Bk W AL BN A0 P b Ak ) BOIRES T =AY R T B
R = A Bk AR 25 s 7 AR e R 1 AT
TR AMBRAET . B R H 1 324K 1(transferrin recep-
tor 1,TfR1). TR2FI A 4 )8 #1285 A 1(divalent

metal transporter 1, DMT1)#B 7 57 4% 41 i 42k 7 A
SHMIBT . T 2 R IR A AR S R
(ferritin heavy chain, FTH)H, B4 il i Jlgk# iz 5
H (ferroportin, FPN, A4 H AT a1 Hi 40 g 3 o &2 42k 1
FIZEE s U8 BLX AN G0 N SR R T
T8 T4 52 BIROR, W22 33 IVDDR R A . itk
AL, FEIVDDERE A, BRARAS SR B B A AR A5 AH
KAMPERAE TN EHE R R 2 —, EARK, AT LUIE
T R R AR AS SR 3 BRSBTS e f v
oAk, BERZEIVDD. WANGEZ W58 & B, IVDD
T ML Bk 2 K e TR B A e . Athidid
SURERVATSUESMN S AT N SeE  CINYS R =
LR AT MR SO T DU i R A AR . %2
PR FEIE 71 4(nuclear receptor coactivator 4 antibody,
NCOA4) 2 — Pl $E L3244, 7T 4 7 R 45 & B Ik
IV A AR B 77 R A R AR, T
T Rk B AR T A T B 2 PO XTI AT
W] 7 IVDD S5 #kid # 2 MM EE R R, BB EL
& HIAMER IR 3 NCOA4 512 /), NCOA4iHE i H Ik 8k
ARSI R, (HIX I T U B T NCOA4
SRR, TR BRI NCOA4 5 AL TR
o T YANGSF UIE I SEIG g R, SUT Fd AL
& (tert-butyl hydroperoxide, TBHP)i# 5 H1 48 4L N
FIERFE T 0 DARRAR R B NPAH A A1 AF 2 i 1) 38 5 7K
SRS FT o AUATTIE A T OK B NPAH AT AF 4 i
BRIET AR A MG : NCOA4 LB L A4 &
IR I PR AR, HINA0 A N BRI, R AR SR
RiAE R 2 RSV, IRA FEEIMIE T . X
WFAANAR VY] T MCOA4 S HRAE TR R, K LA
EUREFR NCOA4 T g 21077 IVDDI —ANHi 7 Al . [
B #4t, ZHANGEE PR FE R B, N NPAH L Bk
A RO R A N D e, IS BUNPAH
MR T X UG B, 4 BRSSO ME 1] 45 1 1 A2 B
DIRe AR E L, Jo i 2 s 20ORT Bk AT 2 o A 18] 42 A
A= A R M S R
22 |

BOCH IR —Fh 2 IR -S4, AT LA ME A] 5
HAREYICT: . GSHEA A M H K (oxi-
dized glutathione, GSSG)/& 18 i ¥4 ¥ 25 1 A AL & 4%
e R 7K B oo S A P E S5 M i o 3 AT AR oK
SELEY, PR AN T AR R A R AR S G E
L2, Kk, GSH5 GSSGH HLAE BRI 2 R S Ak
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Gk -

TR0 T S O [A) 2 N Al R AE T, Tad I 145 GSH
55 GSSGI1 B AR 2 $ i) ME 18] 5% P 20 RSB T, 9027
IVDD. HARINE, MR RIS 22 52 m GSHI A
Yo i, IR IR KA PR 2 15 & GSHAE 3 Al
BRAET B, T G A A 4 2 B 2R 1 2 ik DA K G AT £
FoP I R R A AR Rk & H R 28 2 — N T 1 i)
A, GPX4ZGSHIL AWl —, fEPTEALE
EE B REEMMEN, HE= v SHOREME R 8N
MR FET- Y. YANGZE MAE 78 KB, IVDD K A8
P () B 2H 2 GPXA 17K P A bE Tl ROK BRI
18N GPX4HI4MH7], RASIEF ML/ F 3(RAS-
selective lethal small molecule 3, RSL3)r it 2k, #2
K FEIE AR B (mitogen-activated protein kinase,
MAPK). HEMEE S GPX44: &M% ST . M
A, ¥ 53 K F4(activating transcription factor 4, ATF4)
] PE AR 50 B [ S(heat shock 70 kDa protein 5,
HSPAS5), HSPAS X A] 5 GPX44E & 3197 11 GPX4E
B f A0 i 5 3o 84K, 41 SR ATFART HSPAS i 7K T B
IR 2> 520 GPX 4R Pt 8 A Dy RE P, X af 52 4 1
15 ATFART IER ST S it 1 BB AR o

system xc-H ¥ 0T 244 5% 3R I 2(SLC3A2)
SLCTALIAK, T HAEGT AN GSHE K )%
AR FH IR 221 5 Ve 25 ME 8] 4 P9 40 PR R A0 T ) R
system xc-2K 1 J5 P FRAIC NPAI L . AF4H R AIER
B AL N GSH, RIS A AR 8, 2 S84
MOERFET: PO A FEAIE SEVE 22 AMIE 1AL A 1 Bl VR
FER B AT LA system xc-, {2 2EAE 8] £ P 41 pfa Bk ST
TZo Bl BAP1E (A1 PS3EER 50T DL AT system
xc-, Heh PS3FE PR 32 ZIE AN HISLCTA L (R K 75
FERBCT P, ATF3FEDR 0] 3@ i #0H] system xc-34 5
Erastinifs T FIERFET, T mPR GDF 153 PR tH n] ji it 9
/b SLCTA1 ik i Erastinis F (I EKSE T ). ik
A, AMPYEAL B F 4 # [adenosine 5°-monophosphate
(AMP)-activated protein kinase, AMPK ]/ 5 fJbeclin 1
TR AL ] I L A ] system xc- (135 M RAE 2R FE
TP BT, AT AT BLK PS3EER . BAP1EH
ATF35:H . GDFISHER . beclin 1BERRALALAE M|
BRAET R HE s HEAT IR ABIE 5T

JiE ot ot 48 A P B A R R R Joit XU A 1 1 g
77, AT T S5O [F) 38 P4 480 BB 1) i e . AR AN R
i i 5 g U A A o R AR AT AR (R T
J75T (4-HNE) A1 7 8% (MDA)] [ B H] B 5 SNP4I

FIAFZHERAET ), 4 € 2 PASOIE SR Al 4 HL 1
AR Friz FER Ve 4 — A% FF IR B R (nicotinamide adenine
dinucleotide phosphate hydrogen, NADPH)#% % 21| &
A DA RO B ST R S S8BT A R AR
5, SEUEBENE & A PUFASRERL Ak, TS 80 26
HAERFIET-BY, fENADPHATAE N, AT 4EL s =+
K M 1(fibroblast specific protein, FSP1) "] 5 4# i Q10
R A W, Tz B wT DL D B o i A A I i 2k
R B, PUS AE YIRS (tetrahydrobiopterin, BH4)7E
S ZE T R R R R B s . R FSP1&RIA
AIBHALIRE T, 2> T S0HE R 235 P 40 B gk st T2 B,
gk ERTIR, Ma i AL S E AR A, SR
HI BT BIAT A4 5 B T R (e s A 1B) 5 40 P ek A6 T2 . 48
Ji 5,25 P45 034 J5 il A B S8 A0 o A6 R 15 4 st T
P E LA O,
2.3 RIEFIE

M FT R BN, (R A PN A 2R A0 T A A e 2 4
17> F (W TL-6. TNF-o. IL-1BF1IL-18)MIBEIL, 1M
PRE IR A 5 PR IE T, IX U 7E IVDD H 2k FE
-5 R SERIBOE XU 520, AH BAE R, B 5, 26
B 5 I E IVDDERSE T R R E A o TL-67E 5K
AR R A, T TL-6 7] it NF-«BIif 4% 52
M KA U B 1 P R ik A, Bk B T S )
R R AR IR T (W TL-6 AT TL-1B) ik, S8
SER ALY BFFRR W, FEMER] B N 40 i & A kAT
B, HERI B2 TNF-af & W E . X2 R
Gt FAER T, M1ERRSH A IE 73 I TNF-a,
11 TNF-octh AT 38 2 2 78 R B 70 7 55 A Ak A0 T
TNF-aid A] 3 B30 A7 GPXARIE K H78: il
G PR A B 2, (I ME R 25 P 4R RSB T80,
YEJINLRP3 R ML /MA R Eif(E 5, IL-1B/2 IL-1 5%
g A RFFHER St 2 —. fE1VDDH, IL-1PB
ATHNH] SLCTA 11 GPXAM KK, 380 P53 K FI
A A8 U 15 B (long-chain acyl-CoA synthetase 4,
ACSL4)[3RIE K, BLB IL-1BH 2 2R 580 T
Z IR IR RS, Zekifh e 2 5T e =AM, 4HA0
5SS AT IR (BRI T )R E E A
Ao WHICRIA, FB o BRI R 7 1R AU 25 (A m) e 2
Erastinifs ‘F A [A] 25 P 240 I 2k 50 T i 6 75 1 o, T
X e B 43 AT gl I R 3 PRRIECAA G /E FH 2 5 PRRS
(0, CARE— 20 I 98 RE S PTI98 R B, SR kE
PRy e Rt 5 35 V48U 7 A LS A E /N NLR P88
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(G B I 5 o ek, RO 3 528 1 48 K th ]
T IR T mtDNA - FBUIRE SB o ZRL A4 17 14 S
NLRP3 % JiE /M ] i 1 98 F PR 5 TL-1 B 1) 2528 K410
Hil P E AR T GPXARIFRIL , AT (i A (1) £ 98 JiE AN
BRIET-PS, #£3 K7 NF-kBE —Ffii% A 1, NF-«Bf5
S SRR AR RS T s . ERE
EIZ, NF-kBik 2 5 HE (8] 4 28 hF B 18] 26X 6 1)
1o N, B Y % KT Spic n] i NF-xB
ER 4% TR TV A S R A L H () FPINCR T TR 2 % 4t PR
FIHAR BBk HE. 2 R vl 4] TLR4/NF-xB
RN NPAH PR AL T, T Rl A 1) 285 28 i AR
A5 B BeAh, BRAE T B R AR I AT R 38 A DU )
PR =R T A6 AR DU IR RRTE e 4 & e SN IR A &l 2
(I FH I AR A BRI 21 I 28 8 3 A i B 9, 2%
TR, BRAET S SE 2 TR B RS M: BRAE T AT LA
RRIE SN, FRE AT LA SRR BE T I R A
(1 ELAE FH AT A S S50ME R 28 20 2 i ik — 5 B AL R 95
5. Horp, —SPFUIIL-6. TNF-afl IL-1B&E7EIX
AR R G OB AR L, RS BRAR AN SE R
R Ak, — L2 el oy (9 22 5 21 Al g i
R E AE S IE R T IUX AR BAE ], A SR
RREFEAAA -

3 MRS

e EXCR, BATISIAR T IVDD IR AL T4 S KL
filo AR LA ML, AR BEERATRAN IR W AT DA
AELEIVDD I TEIR YT VE R AR DGR 5. PRy SR80 R
B, T Pra AR e AR 8B A 77 (DFO). it
AT (NAC) ZRIE T3 71 (Fer-1) A1 2 1 /5T B i
T LA B 58 SRE BR] 10 1) 7] 208 A~ TR ] 28 4% 2 (1)
AT 5T GPXARIA AR AE R AIE S5 P 1)
BIRLSY, W5 GSHEREH T, e ik v FEAME ) 220 Y
(1 ¥t 1A 4 R A 0 GBS ) R R 0 45K 2. ZHANG
S5 VU Ik 2 AT I PR BORMIE S, [F) Bk Bk
IVDD#H UJAH G . [F] AL Pt 2 e vl LAad i S i b i
AN R R LA B GSHH FETEPEAR, Mt 2R
211 P D [ 28 > T IR A R U 25 L 0 v e B4t
AefEfG H B 5] K EIET. SLCTALI AT IE I F i bt
RIRZ 5P MNF GSHI G L, T ATF3RJ 51 25
A SLC7AIIN) A 8 AN Rk, S0 (R 5 A
YHRAIRAET . LIZE VR, mlibR ATF3RT B 1
IL-1PB, E i SLCTATLRAM I NPAHM 1 ERIET:, 4%

fEE IVDD R . microRNA R4 AF 2w % RN A A
I B A IR DA ) 3 - AR R R DOR TR R B R N () 3R
&, T IVDDH BT o AR 138 R I, mi-
croRNA-874-3p ] it 5 H S 8 bRr 454 1 i ATF3
T 400 A i) 25 PN 40 B (1) R BB T« microRNA-4a-10p
ik B AT R IL-55 3 1R AR ERIE T kA,
microRNATE A FARIETAH I A System Xef )R ik
HEL A SCBEE ], R TVDDERAE T A KA 7T 1 S B
Ao EEEZNAZ, microRNAKE AT LS HIRRNASE
i DLVA 75 A I R 0 228 DAF0 o A ) 4 PN 4 22 B
To120, Nrf2 2 41 i A A0 I SR AR 2 () A% B aS FIU 15 2%,
AT DL S 9 1 4 A P AR DA ) NP 4 RN A
LA M P P SRR BRI R FE T ), YU S BRI 5
R, B 1) 780 T 20 B AT AR B PRIk RNA-0072464
A LLIE T 5 microRNA-43 145 &k 35 N Nrf2 i) & %
IFZZ A/ BRNPAE R A6 T . Nrf2/HO-172
FTERAU T 1 32 BAE S B 208 R (0 A2 40 e B
AL B 42 . SHAOZE USRI ] TNF-afll
TBHPHLAL VDD BB K I, ¥ 48 5 ) il 3
35 Nrf-2/HO- LI B84 i) 0B R4 R A8 T, g
MEMR B & . J0E K A N Re S DL 2 Fh o7 R
ST IVDD AR IE T, BT LLASREHI 15 (71 1 TIL- 16
81 701 28 ) J2 98 7 IVDD A — Fh A AT 34 1 2B
AT FIRNERN T 2 FhEE T IVDDIIE IR TT
T, WERBET A AL B T35 ORI 78 0 2 4R
B VRN . IXBh 2 A M B 78 AT B N oK R EE ST
IVDDIIVEYT J7 SRIe Bt B AR 2R, JUILRAE T R4
PR AR AN 4R A - 18 7 T o

4 45iE

H1 T IVDD AL 51 A2 e (R BE 5% L e 4 2
AR, BB RE AR,
TR AR YT TR A th 5590 BBl Py A 3t T AR J A fi
REM L EHR . RESARRTEMHE THEKNSS
FIRARRIVDD P LE WU K2 1 T, (A7 e
LA, Bk, BRI E, ¥R
WA O O R S B 51 TVDD, BAK 2k
BT R HE IRV SE AL 1 B AR SR AR R . 3R, HATR
S4BT R 1A 73 P B (R B LA R 2 T
(RSB BEE, B 3 3B A L R I SR
JRUE LU 5 4 SR AT T T R A I A A A
%, EIX— G5 7E I PR SE B oh (9 ¢ (L0 7 BT £ 1
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I R ATE 78 AN 0 M R EGAIE . 7E I FERRBE T T
AR 2 ), A4, KA Bk A 70 AT e 3 3
M sk, AR FamRARE . TEVs. Shl AR FHES
TRNAMB VI 25845 . LRI R A R
TR 2 AR R ARG R B ) B R . DA 2
— LT AR AR LIS AR . TR BRI 41 i S R R Bl B
YIRS BEAT ST T IR N IR I A0 T L0 A [0 4 A0
H 2 A ATL A 5 ] fd R 4 B TR SE R
N7, AR AE (] 4% 20 231 Bk 43473 75 e 7ERF Ao
P Hp ] DL Ik i 8] 7 B S A0 Wi, BRERERAE T X ME
)25 AR 1 ) S MR AR, AT SR ECSE A A P B0 25 B8
XA TFIRN T MRIET IE FH 7 sURAR AL R
AI DL WOER R I RS AR A, BT B T AE
A T) 285 A P o (1 1 R B, R 5 00 R SR I O
ko ARFET A () B AR M A Fe 8 S AEIER 2 A
I IGIRER 555 2 ARk, 72 RS
VERATH AT R mpLE] . 255, AT T BIRA
FIBIF 8 RAR TR R JE T MIVDD Z [H] (56 &, TR 1T
BN RR T T
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