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[Abstract] Traumatic brain injury (TBI)is a structural and physiological disruption of brain function caused by external forces. It is
the leading cause of death and disability worldwide. TBI includes both primary and secondary injuries. Excessive iron accumulation
and ferroptosis are highly involved in the pathophysiological process of secondary brain injury. Ferroptosis is a form of regulatory cell
death, characteristic as increased iron accumulation, lipid peroxidation, reactive oxygen species (ROS) production, mitochondrial
dysfunction and neuroinflammatory responses, resulting in cellular and neuronal damage. For this reason, eliminating factors like
excessive accumulation of iron and inhibiting lipid peroxidation may be a promising therapy approach. Iron chelators can be used to
eliminate excess iron and to alleviate some of the clinical manifestations of TBI. In this review, it was focused on the mechanisms of
iron and ferroptosis involved in the manifestations of TBI, broadening our understanding of the use of iron chelators for TBI, better
seeking new research directions for further treatment of TBI.
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PAIBIT 25 R R X L2 WA R AE 22 07 TR
S M R 403 1) fe 3, T S B 3 e k400 47 174 4
PERTELER A

BRACHTE B3 PR k45 3 s B B2 T E 20
W) R E AT BRI TR
YR E AN A o TR A R IR (de-
oxyribonucleic acid, DNA) Fll = 15 B8 IR £ (adenosine
triphosphate , ATP) 115 72 /& ¥ 4E H , e 5 8 15 =
FRBRE IA (tricarboxylic acid cycle, TCA) B9 J& 3, &
B TR EE b ) Z R BT, S SRR A b
WM R Gerh Z R 283 B A

WL R e ikt 255 | AR ol 22348 B 5 U2 40
SEAT IR A TR, AN Ak R A2y
JEHE B2 DIRE , JCHIE QIO PRI 55 A4 2
REDC o Mk 2 SURBE IR I 0 S5 e o ik L 5 3 375
B, JR ™ AR S A ] S B SR L P
TGS, ek, B A RS Fe?, 1] 4
5 it S A S B L A S A T VA
e R B be AL o X R Al Fett T AR i R AR
(reactive oxygen species, ROS) f) 32 Z 2k Ji , R A
Fenton JZ V., T $5e 24 45 5 30— 169 32 JR1 48 114 4
JIBETS , FR A ERIET (ferroptosis ) , FHARAE & 40K
YR it A R o P2 DT e 5 B A 22 AN
T A1 5 W B2 (polyunsaturated fatty acid, PUFA) , X}
ROS A S Y i S8 s BE R . b, ph T A —
A ER 7 2 BRI BE 2 A R, R A
E AW AL (superoxide dismutase, SOD ) FIAF Bt H
Bk 1 2 AL Wy il (glutathione peroxidase, GPX) )
TE R TR AR T A 2 A Y A UEE A, 1 HLAE
SRS LS ], SOD Fl GPX 1 3% 1 5 R~ 4 Ak
RE R TR S A AR AR 22 DL ISR AR U
BT g5, B2 oo 2o d ko | ke 1) 450 43 Rl
T

AU AT I R BRI TS 5 &
S TBI T 3 J80 1 4 S AR 07 , MU 52 W6 TBI Y ¥R
JPROR . i RNA-Seq £ AR, B8 T —~1E TBI
W ARTERR 2T B A, 13 /) 5 1 Prokineticin-2
(Prok2) , BEEAE #E F-box % Ji% i it F-box only pro-
tein 10(Fbxo10) A3k , K % E3 2 RALBEIL R HOA1:
H, HETTHE ) R B AR T4 A 75 BC-4 (long-chain-fat-
ty-acid-CoA ligase 4, Acsl4) (32 ZALREfE . X —id
FE2x W3 AR TBIS MR FE T kAR, AT fie 2t 22

&5 Rl S F o R WY, Bk el 2 5 B 0K
17 2R 55 (Alzheimer’ s disease, AD) FIIf 4 7% 97 (Par-
kinson’s disease, PD) [ & E B UIA G . ST AF 4B Bk
Tl G 2 5 Ak P A 3 1 g B A B AR
TS N R DTBUE R A5 R, X
T RS Z W5 24 TBLER S TG A R Z A7
TELIRIER R o X HL e 5 G AR DG k&
S ESET S, 0 i xF TBT ARSI DGR I8 &K
—FPERXT TBLG BRIE T A RERIT 8 T-BL

1 SasEmMmsknRshdE
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24K (transferrin receptor,TfR)ﬁEFE‘]B‘mo
15 pH TR VERFREE T B N AR I =k
(Fe™) , JFER AR TIR JFENWER (Fe™) . M4 s
5244 1 (divalent metal-ion transporter- 1, DMTI1, 41
PEFRA SLC11A2) A] LAAr S8R B 1~ A I A R ik 31
AR A AN RE BRIt T I R
T % Big 19k UL (glycosylphosphatidylinositol , GPI)
BRI L TE AL h ik & RGP Rk,
F=EAE IS W O A Y BT I T A M b s
TE 2 B 5 2 1 1 A B TR R I, D9 3 B Al
B PTG P E N R SR s A4S,
NTTEZR LK B S B 5 HE 2
R A R s gk A A . A S
WL AAE R B = R A, X 4 B Dy RE A B
SO, IR (R 1) o R = SRR
G AR St 2 Y R A DX 2 i £ 2R S AL
WP, XATRES R EORI A B R, Wiz sl A H
FRAFIICIZ™ o RN R KT B T URRTE K i
X R — L BT YRR , N PD FTAD

2 BRIETRESTFHLE

HLTE 201245, Stockwell P B 3 il 24 8] 75
P HIFET (regulated cell death, RCD) & XN EKFE
T~ (ferroptosis ) , X —& X5 HAWMZEAI RCD 58 448
] (F62) . FET-4HMI A A0 MIAZ 4500 58 B A 3] 1 f
B o MZBER B BT A T TR AN A T
WBER A WErh AHAERRE T A . BT,
BRICT- B MIE T, IR ZE 45, SRR % T
B, BRI e SRR T SRBE R B WA
B OGS 1IN RERH R X — i A%, e PRy Bt
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Table1 Diseases palated to iron metabolism disorders
BRACHETL o [l AHICHER
B OB P RLLAEEA QB EWRIE: OBIC ARG B384 B A R st M (RIS ; K
YRR S s @A A P R A 5 TR 2% TR 5 IF 48 AR
BREatiez OWIRRT ; @ERTRIG 2 (R4, R0 s @B, BIERPESL Il ; 12 M RAE M2 il
A @FGARHE R 8 @ Il
FerkEn This « GRBRERAE BRI B, S SRR S BRI s 2R VAT A 5 R s SR XGB MG
R SRR H B E
F2 AT IATHIREEEAT ZEHEX S
Table2 Differences among ferroptosis,apoptosis and necroptosis
ALK & FEAE bRl
BRAET: OAIIAZIEH KN s QLRG| SRR B R s BRI IR T it 46 fk System Xc~, GPX4,
LRSI s SRR IR ; @A RIE AT IRAFAE GSH,VDAC2/3,Tfrl
JHT DA  RFRGE /N 2 P R IR AR QA I B 05 caspaseDNA W24 Bax,Bcl-2
i, Wi
WFEHERT: AR R Y (R SR AR s 4R K , A e 2 ATP /KRB DAMPs  RIP1,RIP3, MLKL

AR AL G 3R AT LA 3 R X FoRT (1 RCD™

BEE NATTRRIET B E AR A, H 7L
Tl WMPIRANITE . ARSI T —L85r TR, iX Lk
RO AR 5 8ET A K
2.1 System Xc¢—4% Bt H AR (glutathione , GSH ) &~ 5%,
—glutathione peroxidase 4(GPX4 ) 22 $L4% 5L T-HUH|

System Xc & Na ffH 1) 2 Db 2 R - 75 2 R 2 [
Fam R 7 T AN b BRI A R
FI AR A 0] [ 47 IO 21 i A 2 4 I, B
IblE R e AL D 2 B =R L 5 A GSH., - GPX4 fiE
GSH 5 JIg Jot- i A AL S0 S, A7 1k ROS ™28
SCAF UM RE W8 X P A AL N o System Xe M A7 T
ATP, 5 e v B2 O 20 ML PN 23 R R K Bl A . DAL
X A A A S R R ) R AR A3 T
AN R KR T AR T System Xe iz i
ARG, ITfil e T RRBET: 2, SRR R W], H¥E
F0 il System Xe 1] LA3E 17 BRI 220 15 RO 1717 375
SANMIFE T, PR B DT BRI AE , OF R A
M HCH AN B RE T

i A3 I A IO T TR 38 7 — 26 S 585 451 o ml
UL R 2 BRI 2 Al — S
SCRRA e H s SERAE T A 6. —RIF I
T ) 1k & ¥ (first - class ferroptosis - inducing com-
pound, FIN) , 41 Z #¢ 24 B 2% (%) 31 i 7] - 2 (diverse
pharmacological inhibitor-2, DPI2) F buthionine sulf-
oxine(BSO) , A LITHFE 90% ) 41 73 e H- ik, I 7 15
SAMIgIET

GPX4 J2& GPX Z M — A WL 1, T S 0% v HoAth,
WARE YIS 58501, CPX4 54 H k—it
W 5 5 A L (HL0,) B AL A A6 = (ROOH) i
JEUR K B N B E . 5 TR, 25 Dk H KBt e Ay
S AL B X R ) —— 4% JBE H R A £ (- glutathione
oxidized, GSSG) . BSO 175 T 19 4 Bt H BK 14 #E i
GPX4 23 , N4 & 5 2 1) ROS 7K, [ s A B
NADPH FI 1% B e N6 (—Fh ™ i ROS A48 41
(R AN . 3] GPX4 35 P T JCAT AT GSH k=
SREEIT
2.2 AR g F it B ALHLE

BRAET Y B REAE 2 AR 1) i T S Ak |
I AIMIAET ™, 3X T L a8 A P AR b Ak
Fke e st | g ot STk 14 1 SBE A R 0N R 2
ROS. ROS 7] 54 fist I i) PUFA &A= ) B, 5 %
JE BT . SR, ROS 15 FARIE T 1 HARHLH 1
NG — S A0 A P N2k 1 ROS 7= A 11 1k
B YIRRESE HE RIS A0 BEAE T, 1T ROS [ R & ™
A=A A 5 H A 2 AL R T AT T (IR AT LR
T8 ) A P SR AT T AL ) A0 i it 4
WAL GRS TEDSL AR’y S Ve nyvel SiL L10ES e
FENE AR B i A N A AT B A R BET S, X —
BRRLE S, L, T s 5830 e g
Jo BT AR
2.3 BREERACEESLEE G2 Sk AN B9 AL

Wi IR 1L 1t 3 ¥ (phosphorylase kinase, PHK) G2
AT DA A RS R A - 1 - R, RS T R
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FEAEA . PHKG2 & PHK A T 122 U378, i
PHKG1 EZAFETALA Y . PHKG2 242 58 5 fif
FEHR AR AL A2 1 BOAE PR 6 AH e 19 - 2% i A
PSS

TEAAME HF TR PHKG2 AT LR AR AR, A
MG ek . 1240 1k, PHKG2 C ¢ w40 3
Hh g OGPk B A ) I T T RE T LR Y Erastin /)
Uk . AR b, BRAE T (1 1 45 & i PHK G2
VR PSR R . SR, PHK G2 145 i 5t
BRIKSE LA i BRAE T 0 07 AT A R e . — R
B, X Al AEJ& 1 T PHKG2 5 fig it 438 1) p53 1)
Jp HL AL D) 58 2 (R BB R o pS3 Y I8 2 E A 45 41
L JE I LA R T R R A R B R BT T
6270 JE A BT LA b 2R - PH 2 2 S R e
iz ] 51 11 (recombinant solute carrier family 7, mem-
ber 11,SLCTA1) A6 8 , S 2 ik e & K
SEREAR, 27 e H R8>, IS R8T AR I,
LA ERFE Y p53 S8R 3G A T SLCTATL Y
5%, IR #E ROS, 5 800 20 i (1) 4 58 T A 41 i
BT, AN, A= RS 2 (glutaminase 2, GLS2) ,—
P pS3 AR I B AT , 25 T 4 ATk s -2k
FETTIN R FR o BIL, PN [R) A 2 LRSI B ff E 52
T pS3FERRAET R EEIRE . (AEMATE RN,
Jennis 557 R I T —Fh pS3 AR, iZ AR F I H A
SLCTATN B %5315 GLS2 MY BE J1 52 11, Tk 4k
BT o pS3 B4 T AL IR 15 Bk AU T I i 7E — iy ik
R BV AR T PR UK I N1-acetyltransferase 1
(SAT1, —/> p53 Y HIEL A ) 2 3 T ALOXI1S Y %
ik BLA, TE IR AE AR vh & B0 SAT1 7K P4 AIG, L
AR AT DL A pS3 i SRS TS . kA
i, SAT1 5 ROS 0] LA [R) 42 2 g o 2o 44k, a2 i
SEERIET-UERE . SR, pS3 MR IR BN fE , H
22 LAY R 98 A0 R AE T B9 T BE o 32 B3 ) .

3 SRIETFERURSIMA R EIIER

B3 ki 453 1 0,955 D i MR R 4 R e o
R TE H A 5 R A Sk SR o P A
JoT B B 5T 4845 A A5 it A S I o P 5 T
1 S A i AT ot Jieb ) R L o B L R
LR i45 (diffusion axonal injury , DAT) /& TBI F bR & ME
407 , 2 TBU I A Y 222 5L A, n] BE 2
SARIE MR THAR I S B AR

WEFEHRIE , TBI S 1 5 P H L5 B0 R ik ]
BUAIRNERTORR o FER) Otk 503 58 2 v, /NI

0 MRS R AT B o, A R AR DY A
Z (interleukin- 6, I1-6) Fl 88 3R HE X T (tumor ne-
crosis factor-ac, TNF-o) , #MAE FH A8 F B, S 20K
it TR il e AR ER , fo MR AN A
EL WA M St — LRI B 2 — T, e
Z 500 E W, SR WU R PR, HE 5RO SZ 451 40 7 1Y)
TE B ol A0 e At R R B AR T o TR, 3T
DI S & IR AR T SRPE S . 5y — T,
B EEZ N A BT A A
B —A AL A, BRI RE R AT ki oK i 25
f&F . BiAE ROS B AE | 3X 23 T BULORL AT W Ui
A MR B AL AR BRI AU D RE A, DA T
EVC L EZDIVE L VIR 1) (0] RO =N & by | B RS
R N-H 3E-D- KA ik (N-methyl-D-aspartic acid
receptor, NMDA ) Flla-Z 3E-3-F25E-5-H F-4- S Wk oy
PRS2 AR ) 3ok BERRAT S B B, S EURl 2 T it
PhANZREAET . TBI A K 2 F 5 ) 4 i A 2
R o N A E IR 1 R S SRR, RIS AT 3L
AORARTNRERRRT , F H1 ™ 4230 22 0 caspase 55
BTN S i i N N W D3/ 2 A NG RS RITI AL
FIHEBT ROS AR, X SEARSE BRI HUFEAIE

4 PsMe IE BB H ZR K i

PG 103 Je P F A ek 48 B 5 5 LR Y — R 91
N, B N S AR Sk 20 B R A
BENFEIFRAEZ — . [, b T 80,
FU N JE (intracranial pressure, ICP) Ty, E—2 5
BT TBIRA RJF 2R . K2 50%H) TBI & 4L T
IK i B FEAR DGR A R B 2 fidk i i 463 473 i 1) Mk
KA B T B o SR K TR 1 ik
ifhife 2~3 d ik,

i /03 i P G 7 e = 53 S 248 L K e
AL A P K i 0 2 e K T 2 0 P K
T iR K A S AN R EUSN R EE n
2 L B PR K b A AR AR PR Al A b e R BB
Ji2 5T 240 L, B o T U A MO 2 M 2 R i
24 B T P 7K Y & A T g5 7K 38 1B B 1 4 (aquapo-
rin 4, AQP4) A7 5%, X&) IZATAE Tk I
AN A XL AKGHEIE 8 1 . B AQPA Rk T IE
BT Lot/ TBI K B B JE L IL - 1B F1 TNF-acl)
L% F-kB(NF-kB)HRSE AL 2 [H T TBIA
H B, 5 AQPARIRIE A X TS5 T
BRIET: o PAE TN Fer-1 #E— 2P FERIL-1B |
TNF -ccF LG 5 B U8 (R 7K, AT/ M 7k i
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RIS, Uk S5 2 A A R G R AR E R GE R
flir , A FEUR KIS, CPX4 2B T EE
W T, BRI T ROS 177 . GPX4
F18 2k 38 R 5 TBI Sl A2 v Ay fii K Jif 0 10 i 5
BN o AEA: PR IR % PUFA 233 il ROS Y &
L, RERIET . RN AEAE DU AR TR FI PUFA /Y35 N
SEOK BRI, TER AT ATP Y Na'/K 22 /Y
Wb, UK e

AR 7K b o i o B e 2, S BOR A S M
ARG N A (A 2 D) R IR SE T 7K T Jigi 5
AU I il — A PR R I R 7K i
SR RF RS2 I 5 B 14 1) 5 1 T A2 2 rp oK o3
AN UK H S AU TR, BRIE T
A RES MU IRPE K I 5C, Fer-1 F1 GPX4 i3 KA
A IG5 BRI, S I R A e AT
—SE R R S Em IR MK M B4R R
(matrix metalloproteinase , MMP) T L) [ fif £ F 411 Jiy
ANEE T EE 1, A4 2F G A 5 B ) R T A
1% N 2 24 A F- A (vascular endothelial growth fac-
tor, VEGF-A)AT Bl I8 A 1, 35wt fi A8 5a i 4
b ELAT SE 0 N Bz i SR T . T R B,
MMP-2 MMP-3 ,MMP-9 1 VEGF-A 7£ TBI J5 Ft &1 ,
SR ik B R S A s, B AIERPEK

5 SMrRRHIARIEERS

NN T e B 5 32 B R B o R A e
i B A= 2L N BRSBTS D B A
STEHE ARG R, H e A W Eie &
I T BE B A 1 S PR (H — BB ARG 4 & 5 49T
T2 IR 05 (DAT) | 28 T Bl g A0 o s 25 L AT
Ko TBILEFH GSH T RELLBER & w Ui, vl B 5 IA
HIBERHA G 78 TBI s A (1) i 5 245 T Fer-1
A A 2 R ORI R 2 e AR M IR GE A )
e, FLEIET T RES 5 TIAFIBERG A i FE = i
LR, L AD B — N ER R E
AD B R R SR AT D) RR IR AT, AD I HINZ80T
B 4 ) S P Bl R AT T 1 i B4 v T 2T A
X EEBRE Nirf2/GPX4 (5 551 B 0T , ol et 2 Mgt
i DI BERR AR R A . 5 R, AD 1) 3h)
BARIF , KB b5 46 AD fE R R AR
I, Wi/ M3 £ 35 BBB f 4473t Pl e A2 DA 1 D e A
MR Z—. DALR KATERSMIE , AR iE 2 5
VAN DN S AN 1 S P T 7 e
TBLG , i (1) 11 Bl € T 45 5y 22 B4 3, S840

Xt S 95 A R B D) g Al RS EUH R E, M A
Wrizkar, 5 1B SE R ARt . DFFER T, 7E TR
A I N A SR AR 5 R SR, DAT AT RETS
KRBT PR 2B A TR R

6 F4M% JEEA (post-traumatic epilepsy, PTE)

PTE J& 48 H S 5 AMI5 S 20 ik M3 I 2270 1 )8
FAELZ W . PTE BIRHF S I 5 ZAF R
MR IR R B 2 A, FRgk it [l A LR 2L AR
55 o PTE 38 F 2 b #80 sl 40 5 | i i) )= 35 A 5
K o TTHE— 25N E TBL S & W iC A2 AT A B A |
G o i AR SERER o PR, R B2 W R YT PTE
JEWELY XA B T R AR T T

PTE [ & 25 1] fig 5 064 MJi 5 2 i) BBB 4 3 it
P H LA 56 o 20 200 0 R0 I 30 1 40 1) 358 35 1 ol 7 1L
FM LT (50, 5 3500 B 2 &S B b A
MEARMERE, CA TR L E AT LR sRE
1 RAE . AR E F51 & RIER N, I 158 A
B S IOPRSE o 5 ¥ TR N C A= R C AR = ¥ = f i
Ak, FEUR T, IR SEIR o K FeCly i 3
B /N B N AT UG SR B AR 7 il A 0 A
RUrp S 50T (5 SR T Nef2 3 35 FRAIG, AT
PR 25 FhPL AL BT R AL R R A B R E .
NMDA SZ R T4 2R 24 e M ROS T I
Wi J 114 M 0 3 4T LA R A 48 ST 40 L AE T4 T BE
TR BRI o 3HE— 25 2 Wb T SOCE AR (R 30 & A 1
B, IS AR

7 B4 7 JE B% FR 7K (posttraumatic hydrocephalus,
PTH)

AR 28R AR MG R 3 A N IR 2
JIT A1 il S0 55 AR 23 1R B PTHL, X 5 #8  iY4F
NP TES €5 Y M =N Y R )l =R o N S O
PTH F45 A 7T B8 55 Il S03 5 it P H I T 28 RE A ot
R A G, 33X S8 48 5 A7 BT Al il 45 VX (cerebral spi-
nal fluid, CSF) B 3L AN, PTH (14 % A o ] fiE-S
KPRt A G, — TS A B, 2 AR
THATLLANM 2 Bk & BN, I HE SURBUK > . 5
— b5 R B, Wk BT & UL (subarachnoid hem-
orrhage , SAH ) £ 3 ik ¥ Hh B R ANk A 1 /KO I 3
PANC

il 445 J5 I & SAH 1 B85 T A AT BE Kk R AL
PTH, HXURS 2 H Al S Y ik S5 28 5 19 345 . kiR
FI A -5 ke PO S R 5 A AR AT G
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S EUHIE S MR HG IR 98 i 240 P PR kAR
HE B RIS, SRR R, T 5 I 21 8 1 e] &
BRI ETZR 0 AEU I P R e i 2T R AR 1
INELANMI A, S BN N o & o BB ) LBk
(deferrioxamine , DFO) ®] 78 HO-1, M iy 44 TBI 5|
E IR E R R EBCRERRNEUK . DFO AT DAV EE AR
LR T NG5 0T BB E A P AR T RN
BRI R BR K 10%~15% 08K (HI5 A M IfL2T 2
SRS 37 S S Yr e = ey | I B W R
WA R ARAROK o A3 5 0 2 B T T ) il
F7K (normal pressure hydrocephalus, NPH) , JH: .7
SR T RE AT PRI RE A AL AL .
AR M JEME IR K AR 1CP i, R R 3k o
AN B2 IS/ N S P W e o) e S S
T TBIAAEIRS PTH (AER B — 2, 222 7 AR
R R MU, I RAE 0.7%~51.4% Z 8] .
PTH 19 AR A I 3¢ B Ay P A8 LA i AR A4 il =
RGP, R ) 2 e =5 7 A 5 00 = ) T
V14 ) S 7K v, e L TR0 A 5 i 2 A 7 RO T i
W G R JCZE 40, Ve o B . AR 4R HO W] — Bl n)
CT ) 7 v &0 f 5 K 58 J3E -5 RO e K 9 B8 1) LU A1
PdiE , LR KT 0.3 KU IGE

8 BIMAIEHISSENE

T #% 3 4R (magnetic resonance imaging, MRI)
BORBYR R AR A EZ Tk gGI A
—SE R A E T ILHAE (H il T H I RE M R 58 20k
RI, ELIE H T AR BRI . e, AT5 AR
PO N RIS A

H Rk R 20 7E TBUR O AR R M
5K MR S AR I 2T 3R Bk A7 AR B>, —LE MR
IARBA AT LG s I ARG DTS TR
Z ARG

i1 MRI J5 5 Ui g A0 & PE (magnetic field cor-
relation, MFC) 1 4 8 J&& in AL A 1% (susceptibility
weighted imaging, SWI) "™ 1] DL 55 £ 4 SR A
S XS R B . MFC 2 MRI A9 BURE B4R
b, g 158 R 34 21 6 ) (magnetic field in homoge-
neous, MFD) o MFT A {E ARG AR L1 MRI A9 R
T[] A R 0 oW 2H 2 235 4 1) A [R) T AN [
BRI MFC (B8 . HIE , MFC 7E MRT A
DM BRI YIRS . E A OFSERIT, 18 TBI
SR R BRORE F BRGSO 50 MFC A 2
FhE L SR8 2 5 T TBUE G R v i 1 BT A 5T

R SWIR i 2 VAN M S0 1 P2
s 5 I NN ¥ N G AN v e
SR, SWI AT LUK PD 835 BB 2K, IR 2
PR 1 AR XTI AT SWT K7 fiki
PUBR B0 B J5T T B A/ IR BB T s R ok B
144 (diffusion tensor imaging , DTI) 85 v LA iz B i
500 R8T 1 5058 6 2 ) A0 0 A i 2H 21 I
FIREIR | 2 B088 18] S P o3 B AR, P 39 3R 2
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