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Structure and function of LGI1 and clinical

treatment of LGI1 antibody encephalitis
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Abstract: The physiological function and homeostasis of the brain depend on fine-tuning synaptic transmission and
stable neuronal excitability. Leucine rich glioma inactivated 1 (LGI1) is a protein secreted by neurons, and is closely
related to brain development, neuronal excitability, and synaptic transmission. Genetic, biochemical and clinical
studies have demonstrated the relationship between LGI1 and synaptic transmission, and recent work has revealed
partial structure of the binding between LGI1 and its receptor a disintegrin and metalloproteinase 22 (ADAM22).
Yet, the role of LGI1 in the pathogenesis of diseases is unclear. We here review recent advance on the mechanism of
LGI1 and its complex in the central nervous system, and discuss the application and prospective of LGI1 as a
clinical diagnostic marker and a therapeutic target in LGI1 antibody encephalitis, which will contribute to the
research and treatment of this disease.
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G A A3 DL e Kvl A0S 2 5 A4 0 % 4
P UL BRSO BE BE . ARSCEER TR AR
LGI1 1 2 #if 28 70 2% iy PR A 9 fd A% 328 19 40 1 ML)
LGI1 ARG 4 (1) AR AL e AR VR TT 5 %6

1 LGURZEHFNINEE

LGI1 J& —Fi#H X 43F Ji & 2k 60 kD [ £ 70
Paliy A= S EES I i  Oe sa e J]
B4 M KW R LGI B0 A0 T 5 A5 Bz
2, FIKAERL O RS R IR AL R R R B P
LGI1 £ 5 P AN Dy e M 45 M 38 < N iy 2 45 0 s P A
T A R & %X (leucine-rich repeats, LRR), 5 4>
LRR 5 H4) il F) 45 R 3k T DAY 5 8 1R - 8 1T U]
WA EAEF 5 C ¥ B 7 AN 21 R4 B R A 2
) . 42 45 #4453, (epilepsy-associated repeat/epitempin repeat,
EAR/EPTP)( K 1).

1.1 LGIN5K% B FitHiBiE

FE W BG HH R I . LGIL 3K T4 2795 F ke
= RIX L K F A i X 3 Y, I X A
T RKEFTHEAIRRAME T, LG 4 5 P
/N BLZE E10.5~E18.5 I, AMIEE4m g £ &, ix
LB o 7T GE A& XK AE P2 (forkhead box P2, FOXP2)
FH A4 A A YEHE CUT #£85H 1 (CUT like homeobox 1,
CUX1) BHEE R 2 76 ", LGI il 5 7T LA fl s
IO A7 R 2 5 v DA R /N 4 ik U, gt SRR
B, LGIl £5mi b i 4 28R & 5 WA 4
YHE RS, X5 LGI 75 5 I8 40 it () 32 3 12 28
HVEF —3. S4h, LGI1 F848 3 8 i J 2 U 2k
il 25 5D 1A B0 AN BE i B B ot i A
PRI, LGI1 3 ik 52 i i 8 40 i 3 7 R 20 58 %
BT -

A B 5 1 — S [RARRAE A A7 E R 1] s
i, 1 Kvl.1/Kv1.2" f1 Kv7.2/Kv7.3", Kvl.l /5
W9 UK P R, A T A R R R,
PRSI B W il 8 LAIE 24 (R T IR A R A 5 19,
LGI1 j& it L P FRoAL 1) 52 i Kyl @ iE. (1) 3815
KvBl WA, ZEK Kvl FIFF. LGI1 A] i £ 4]
il Kv1 263G, ff Kv1 CREFPGESTIT - L2108 235 (1 15
Ao Q) WA FMATH Kv1.1 Rik ", HHF TR,

N

LGI1 & 4 B35 TR 2 2 Kvl.1 A Kvl.2 )
Fik PV LGI 4 5 MR /N SRR b)) v A 2
Rl 1], LGI1 G208 1k 52 m Kvl.1 % 5 248 5)
TEHAL, BB R, SR 2 0 W AE N
witk, NI S /N BRUR B .
1.2 ADAM22-LGI1-LGI1-ADAM22E & &
LGI1 5 ADAM ik ()5 52 A4 ADAM22 ( fir
T b J5 ) A ADAM23 (o7 T S A i i ) A6 ELAE
FI, 765 b il 5 B (45 5 4% S P R IEIE A . f
i, LGII-ADAM22 5 & 44 K M & 14 1 -
EFZE Y. LGII 5 ADAM22/23 1 Kvl (3L AT fg
JEET ARMIAL 727 TAG-1 F1 CASPR2 5 ADAM22/23
GRSz B
LGI1-ADAM22 5 & K (1) i A b o = 2 A
LGI1 @it N LRR 1 C 3 EPTP 45 f4 38 A B FH
EPTP 4 #4185 5 ADAM22 [#] ECD 4 4 4 45 4 ;
ADAM22 2 [H]H 4 NESEIER:, MR 2:2 7)Y
AR 4 (ADAM22-LGI1-LGI1-ADAM22)( [ 2A)™,
2 I ADAM22 () ECD X377 A A0 e, 5 &R i) 5
KHZ) 190 A, 5 5 fl 1] B 1K) /N AH 240 BE AR
LGI1-ADAM?22 5 &4 (14 B 55 2% a5 1 5 fir 1] Bt K
NERIE, 4B S5 Sl AT 1 Th B8
W g b J5 S 4L R (4 PSDYS il L &5 1 AEE 2 A
PDZ 4k ¥y 18 &5 Stargazin-AMPA 2 1k 5 &1k 45 &,
i i 4 3 4 PDZ 45 #4185 ADAM22 [ C i PDZ
GRS A, B S R 1 B TE A AMPA %
K ThAERE A U, LGI1-ADAM22 5 &K 1] S 3]
19 2 4 ¥ (membrane-associated guanylate kinases,
MAGUK) i 5 fili 2 1M 2%, J5 & 45 NMDA 3244
AMPA Z{%&. Kvl 1 LRRTM4, i 3ti%5 AMPA 2
I NMDA 5244 - 5 1 5 i A% 328 DA Je Kvl A 3 1)
PR LA T, T AR ALE K i i Bh R e B
T LGI1-ADAM?22 & &5 MAGUK # 28, A
I LGI1-ADAM22 & & & 7] UL 520 PSD95 (1) 58 fih
€, Jead ok PSD95 7] PAFd & LGI1-ADAM22
5O RAE R Al P AEAE . LGI1 1 PSD95 2 [a] (1 41 H.
WAEINGR T AMPA SZARHRE R RS B0 giif b
SCHR R B P SCHE 2 TR A B I e T S PR R
B, FIH LGI1-ADAM22-MAGUK ¥ T — /Ml

LGITH — M55 ik (signal peptide, SP), {H#iUIBR. 40638 WLEFRIRLGI I BEIEAUAL £,
El1l LGIR4E#
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IR IR RS, (E LGI 4plla /N R s S,
LGII k2K FF 1K 7 AMPA 321k A 5 1 5 fi £ 32 ™,
M4 LGl SREM F S5 AMPA 2464 F: R
il 3ot S5 5 15 . [ AMPA 24480 Kv1 38 i
MAGUK i 5, Fr bl MAGUK 3% 1 2> % Wil AMPA
ZARF KVl MThRe. 5 4h, ADAM22 f¥] PDZ Jit ik
AT 51 N BRI S 5 A B SR Y,
T LGII-ADAM22 & &1k 5 PSD95 [ 45 &t T4 7
DhRe M 4EFrR 2L,

AV LS A SEC-MALS 43 #iiF 52, LGI1®A-
ADAM22 5 ERIELE 2:2 DY BAAFN 3:3 /S Ak
SE5S A5 2R /N M X 4 BT (small angle X-ray
scattering, SAXS) Ik A e e R A H 22 B S
TR B B HOH 2R, Tk 3:3 B Ak
i 2 W1 LRI b 2 X AN S, 3 AN LGIL 431
Wr4% 3 Y ADAM22 4y FHIE Frf47. 3:3 EAKH
4514 LGIL (1) EPET 5 ADAM22 & B A, 34
ADAM22 [f] ECD Hf5 2 /™ C ity 5 A I, iy
iEEEI’JKFFQ’Jj'j 160 A. 3:3 ] LGI1-ADAM22 & &4k

BESE I Kvl A RO, M 40 i
a AT, A — 9T LGII-ADAM22 1] 2:2 1 3:3

A
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25 N
o .3 ADAM22

HAEMEMIIReZ 7 DL RE T B B Y.
1.3 ADAM23-LGI1-LGI1-ADAM22E &1k

LGI1 7f Bl 5 ADAM22., ADAM23 JE&dtR S
4 & (B 2B). ADAM22 fil ADAM23 [{1 & 2R 5
HIFEVEEAR = (29 50% AHIF) ), EPTP [ 5848 (R474Q)
2 [A B} 52 M LGI1 5 ADAM22 L)z ADAM23 [t 45
4, FW LGl 5 ADAM22 5 ADAM23 454 77
AArBERI A BY. Rk, HORGREI LGIL i i EPTP
g R 1 4 ) 5 5 i AT i ADAM23 1SS fi 5 1)
ADAM22 %54, LGI1 73 (A ffifid LRR 258438 A
1B, f 2 1E 5% fih 7] B JE B ADAM23-LGI1-LGI1-
ADAM22 %4k ( & 2B).

%7 ADAM22 Fil ADAM23 i, Hooth g fh 2
HW A LS LGIL R E &Y, w5 fil)a &8 E A
(PSD95. PSD93 i1 SAP97). F&fih B B 4245 14 (CASK
A Lin7) fi g 7imig ®, X M A5 — 7 £ Y LGl
A3 I 2 ok 2 9 X 4% R 3 AMPA 32 AR A S (1) 5 fih
&3 .

2 LGI5Sk#x

G B PERRIR LG ] 380 b4 i 24 AT,

B

Presynapse

(A) LGI1-ADAM22 5 &R I AR 454 . A K LGTI MIADAM22: i M FLAE BT B2 2 T DU S 44 . (B)#E S fi i 2 I AD AM22-

(LGI1),-ADAM23 = 8 & &R M) = 4R . &0k 5 SCik™ .

E2 LGII-ADAME &{FHIS M 4H %
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e S SR Y A WIIRIE, LGl 3
DRI 2R A% 5 A6 T 0 R A ) 8 4% €0 A S M S - &/ M0
Ji (autosomal dominant lateral temporal epilepsy,
ADLTE) #36 ™. Il pR#F 78 % W1, LGI1 $itk 5 H
B G2 P % (autoimmune encephalitis, AE) 5 % 1]
KR P AR AL R, YR LGH fi ik 5l
Kv1.1 fl AMPA 52 /R R IK gD, 3 EAH 2 TTIU A
$&7~ LG fipk B somrt .

2.1 LGU¥H{KA5AE

AE & —FFENHEZFERME RGN, B
RGP ER B S PR S E TR PR 4S5
. HEl, AEMRBERESEEEMRMEY, BHA
R 8 25 Y. AE (1 805 PR L5 NMDA %
Ry, LGI1 Hifa M #= A < 8 2 (contactin-
associated protein 2, CASPR2) $i1&. AMPA %% k1
&, y- & 3 T 1 % 1K (y-aminobutyric acid receptor,
GABA 244 ) oA /b 5 [ o7 40 LB 25 11 (myelin
oligodendrocyte glycoprotein, MOG). 1 JIk & Ik fifg
F£ A (anti-dipeptidyl-peptidase-like protein, DPPX).
$1 IgLON FKjZE H 5 (immunoglobulin-like cell adhesion
molecule 5, [gLONS). i Kelch £ H 11 (Kelch-like
protein 11, KLHL11) $iffk2s 27300,

MR & - 0%, AE 1] 43 O )L 2 BRI R A AY .
N AE HECH DL TR & NMDA 2R Hifk (£ 0L
FHERLHES ), L& LG itk (2 W FHh
R RE O, XL AR WO,
ImR B2l VF 2 AE BERA S AWM. =fE
EHEZME SPUE. &AL “BNIAR” 2
HL NMDA 32 & §it 78 5 JIZ 7T 21 45 1% 1 &5 F (glial
fibrillary acidic protein, GFAP) Hi 44 J /K il 18 55 H 4
(aquaporin 4, AQP4) FifkftEm . (B4, HAEY
A 1 53 R BT NMDA 524481 LGI1 [ f
Pipk B,

AE v i L0 R AR 2 5 RS 7 I 2 1 B
4l Ji 2 9% 7% (herpes simplex virus, HSV). - DL
YN B S EEFD HSV 2 51 5T NMDA 52 4K ik
% BT, 5 NMDA SR 5 AR 2, 4t LG
0 98 R4 CASPR2 Jliki 8 ¥ A7 1 302 P JR% 4% iy BIRAE IR B
TRAR B, BR T ANRIR R LSS, B H S RELE
BIRAR? ZUHETERY], T 90% KI4T LG fik
BE A KA DRB1*07:01, {H AR K 1%
BE IR 5 i 48 7 o 10 G R g8 M. A S T R I
#7r LGI1 745 2 JIK 5 DRB1*07:01 43 %58 ) 5%
Ay, ABIZX RS &2 5 B R eV etk — B0 9t

LGI1 $T 74 i % & 42 7E 30~80 % (2 2 42
ANETZ M), IGKRENAD S % (limbic
encephalitis, LE). {RAAIMAE. EFEMEICIZESE . A
1 e RS A0 RS UL 9K g B 5 P 98 W (faciobrachial
dystonic seizure, FBDS), #(75 LGI1 $i 4 fixi ¢ & 3
H B Morvan & 1iE ¥, A L8 B 1 R A4 R 48
ThEe & (W B E XA ), A=0Z M
LGI1 Jiiffim 28 534 B PR 4 (magnetic resonance
imaging, MRI) & 75 3 - o & 5 48 “*, FBDS &
LGI1 HUMAR K 75 0 —FRRRAEHRER, A B Rr=4,
AR E ). R ZUE 2h Bl & 75 K, ImIR
RN 1~2 s Bk T, RAESE (K 10~
100 7)™, 1T 50 R U B A 2 iz 8h, AT LA A
A 5 M AT o] — 0 SR A4, R S0 A . FBDS
i R AN RS 2 R (TARR LN 36 ),
IR A A FEIR I RTIE 5 A W AN FBDS
fe— Rz AT, AR v B sal LGIL
P 7% IR I R AR, 20 1% MBS IEK
JiR (38 S M JIRIR ), T LGIT/CASPR2 XX FH
PRI I A R AR T & 222%™, kA, AL LGI it
PRI % £ 5 i T 2 4n A s 1 32 4 B, — e fE
JEE 1T R HH T A MA ARG PR 4 6 25 14 A7 FH 2k 1T 0
M TE > B,

— LA 5 DR 20 P i 1Y) LG oA iog 46 i85
TR RBEIRIT G » TR FORE IR R 19 2142 R st BY
VI 5, B3 FBDS MHA KRGS 5]
AR O . P R (R A S AT S s et R TR
T LG w3k, AR, LGIL 1E HJEs kg
Jf g B A AR I O AR B P R AR A B
R B, A AR S AR AT A < R A e iR
BBl 1E 5 40 B P9 LG $ i 08 5] kA8 R Btk B &
T, BTG K AE ?

2.2 LGIn{AE&5AERIHLE]

— 46 ADLTE 2 [f] LGI1 8748 3 [K 23 52 1
Bk FE R Al AT / S I T RE, BRER R
F% BE A 2% I R SRTTT, T LGIL G 98 26 5 1) 3R i
T REAE B Z BT IR

A MLE R LGIL B & Bt 4K 40 1 LGI1 A1
ADAM?22/23 Z [B) [ AH ELAE . 0T 30 sl 2D g 5
2t it AMPA SZ 4RI EE P e/ U = Pt
BRI 1gG 45y 5 8UR fih Kvl.1 f1 AMPA %
IRFRIB AR, 38 B LTP 4l 400 ) A ml e AZ B B,
AW AR B, LGIL B g B fi k32 & T 5 CA3
P22 0 PR 200 Jf M 7 MR 2 2 R SR A B 2, XA

>

pust |
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fEAE LGI1 Hrik A S0 5 A P,

LGI1 i 4¢ 835 10 5 B ok a] DURE M
U3 LGIL ) LRR #1 EPTP 254435k, A BH MW LGI1-
ADAM22/ADAM23 & & A4 1) 4H 3¢ 552 i &2 & 44 1)
B s O, FEARANR RIS &0, LG fifk
BAR 7 S AT Kv1.1 @i A A il 5 AMPA 5244
BI7KF, 5 BT A 3 BRSO N, A R e R fil
P 3ot 338 7, e SR TNCAAR % Mk 1) % A ek AR T A B0
LGI1 ok n] & i LTP 52 61 LA J o] 3 P 30 12 B 65,
M5 — A BEBSAIE T LG HiAk A £ & DA s 42
JeRe e B0, X R 5 — e FE R BB T LGII
PO 58 58 H BRI B M A E A2 R R AR R AR

R flt I S AT B BOR PN AL HE AR
FIAMEE . FMAN S R 5 B A b 28 5 fih
A& I ThRe b rs . PR SE S LB EE (A - R AR
FACEL AR P AR b B R A B 41 B 50 B LG Bk Ak
W 4 A AL AUBTTE 1) X 38 23 9 LRR AL F1 EPTP Y .
LRR Ak 45 LGI1-ADAM22 F1 LGI1-ADAM23
SERK AN, BHIE LGI-LGI1 (A AR ; EPTP
T 2> #] LGI1-ADAM23 Fll LGI1-ADAM22 [#]
MIEAEH, RN E AR 5 DN
SR LGI1 5o BE LR #2512/ R ridiz 2 41,
[Fi} CA3-CAL Zefil ] LTP 5% 3] B, X B 57
0, LGIl E@ & HiiEH4 LGI1 5 ADAM?22/23 |d]
FIA ELAE A, AT 3L LGI1-ADAM22/23 [ i 58
fili 5 A A 2H 25 B ThiE

LGI1-ADAM22 £ MAGUK 21 2R 155 58 il 25 19
2% (A4S AMPA 524K, NMDA SZ4& 1 Kvl) H &k
FEEBAER, AT LA S b A 3 bl 22 J0 X B 1k
BELUT FLAE FR S B P, s R MR i
B 15N RAT P I 5%

2.3 LGINiRRN % B9i2 MR

LGI1 Hfkail « 76 (i s E i 4 il LGI
PURSE LGI1 Frikid v 4 iz Wiknite 2 —, LA
PUAHM NS LB, S, MG
FONUR, MG T LGI1-1gG FHE ) 8235t 63%
A B . BT, K2 % LGI-1gG Fik i
FOE WU 7 2 A A FH 20 M 2 T ) LGIL it J5t ( 1 HEK 293
YT 4y A e FORL R IE M N LR Yo X BTG T
Krill LRR A5k, (H%) EPTP MFiiAANGUR. BT
Ay B A T R A EPTP BHiik 7, Bk Hk:
DA PT REAEAE MR I M o RUAE L35 B 6 VR A 97
P BH YR T LRfRS B LGLL X 28, {H AT B s
A A PAPUA, AN R B R R R A I

AT 1%~10%"", R 11575 & 58 BR AR G DU %o 5 B
Far il & LGIT Pk th nl 1 2% T 7G40 i ) HLA 5
b AETEANAR R R PRI A E A I B &
Pk, DATEAMONERR I Tk CE S e T ik
15% [R50 36 7 I8 005 R IR RE A . (B,
S £ L 20 A AR R P B T A 1) % R P, Tt A
WA SR MEDR, AFIFRHUEAE A, 1 S 4h
it ] 5 i s PR T DA A v s %, R e S SR T
SEALER. AFAREMENEYT, BIELS R
Al ReREIR B Ik AE B9 T RN LE IR )12 KT
1175 BA AR 2 RRBOR (R S2 36 R A E E %
;=YL

MBI < bRvEEMAS ( Ag0ARTHE. ma. B
hie. HFIhfE. C MR ASIMYT. HARK ) ; M
ST (BG) FIEEEE %0 1% ((AnEERRTT) ) DAHERREE 1
AR BB R IR FHT s SR G ] (HIV 2% )
DL K AT RE(Y) LE B84 (BRI HHV6 fiti 4 ).

DG AT P 2R AR+ 8 R T S TR A
i 38 22 sl Ik B G R A, 4K R TR
A 4p, 0,

i FL BRI < A D SCREBT LG il 48 12 W7 1) 2
iRte, AN ATt R EL PR R AR R AL
PeRAE. AR AR R R SRR A B I R
KA, 4 2 1) B AT L SR i e
VR B 50 R DL 0 XA o - 3 - R DXL A SRR X
LRI/ FIX Y. K2 % FBDS RAER A id 3t 2
SR, X AT RS KDy FBDS & — g B E U 1)
TR R A, PSR R Sk B o Ha P AN g n 3 31
AR 3 1 R A

MRI: 70% [Pt LGI1 i % () MRI &5 3 55,
P 50 T B T S T 1 s LA B 12
B U707 EHT LG N 98 FRIAID S G 45 B B,
K 2 B A 1 P I ET B X T2-
FLAIR G & {5 504, FHrlffaBRT XM FHEE
S . MY IS I FBDS B 1) i 2 AR T 7%
UG KRB, S0 E B 0 S S o AR 1)
FBDS &35 45 ]t B 5 F0 4 i (1) 2548 R B, X 3R
A RIS 5 A% 24 TC W] B 5 2028, FBDS {5 0] &
R E Mg U

CT : FIFHYIR / B CT HERR i fi 8 A0 i e 5
HoAth IR o

PET : K& MRI R 1) P9 U 50 5 4 15 5 ol
DATE N E B g% M i R i Wi ik s 2 —, (B0
37.5%~89% I & MRI {55 675 . S
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%75 %) B% (flurodeoxyglucose, FDG)- 1F HL 1 & 5t
JZF4 (PET) v] LLSE sk & 3L FBDS 34 H H H
P L JECTT A QU R py AR e 7, e
AU RT RE S T i 28 P9 AR 5| RS IR AR 22 T v Bl 3
fn. Bb4bh, FDG-PET (1) 9\ [n) B\ #1 i 5¢ % B PET
AR eSS S 1 I R AR AR Ak T

AT, SCBRELSIHT LGL s st = =™

(1) 2VEEO SRR, FEATHEINE 5 (2) KK
RIFF BB GG 28 (012 008 0 R AF 842
NG R G R R AT A SRR ) 8L I FBDS; (3)
I 5 AR 200 L L B Y 4 A SR I e A B b
YB3 (4) P MRI B U0 B B g 551 - Py 4]
S5 S EUC B B R R (MRI A] ] FDG-PET #4%);
(5) i F P B2 I S SR AL+ (6) IfILIE AN ((B) i B R
Ryl 27 LGIL Hiikpa .
2.4 LGINTARRRBETT
24.1 RPERTT

Bl X TREMBEN S0 MR (FE LGl
PO R ) WA R EIRT TR R b, S8
—RIBYT T SR R TR i IR T S R 4R R
B Rk S e e BR B (AN g s e ) s RS SR AR YA
J7 3~5d (30 mg~1 gkg -d), # 1~2 TR, W]
DA% M 2R B 3~5 IRETTF AR 225, PRIk
i 17 = e AN S B i /e s B2 N 0 7
FlZE i EEa % U # Pt LGI i 4 &
& R PUmRIA T WA MG ARER 7, (EnT R
S MEVE IR R AE, T 90% KB EXT T O / #
iR S 0 R S R L BRI S e e Bk B 1 B A A
BRI FRBEIRTT RN R AT 7 BEAIRTT T 45 A DU
HYIRIGURE IR 259, PTG fR R IR I G TS o
T = 167 7 RIMIE TR, —Zk. Z4mM
BB FH 24 PR 24 %6 e v AR o . RS L ERIRIT IR
RAR—2, BT EEWRIENEEAEH =
LIRTT XIRTT S R R R . SIS e ey ik
TE 07 R KA RN D A 5 T AR A 2, 5
SRR T RICER A BT 0, R B A DA B AR 28 iE A
SR ReME . BRPURTEESL, InIR 10 7 2R
BEBARAERIT TR, APUAREZ R s
AE 3 BEAE M B

RZIEHLT, FBDS A& 2Pk 28 1T SRR,
TR 250 FOC B RAR A, (H 2 B Ik B 1 kb Bz o
WE . FRIKE O S Bk 1 B A 45 B 1 IR T
AE 5 25 PR R AR 1O, R, PR b L 3 T
WLk 77 B i 1 i R AR, IF 5 LGIL Hiudk G BRI,

%L B R G VR YT, RS AT SR AR R IR ik
=S I=P

— S % A LA 5 AR R 9T LAYR D S B B e
FEIER K, A—sepEA QR R R G )T
CAi it — b Rk B, SEFRVA YT TR R AR M E RS | g
B2 H Wy lg ok F s B, T A A B R A e
BREE (SR 2 B i 2 . B AT TE R 1 4 R
TRITFREEIT (RIFR RS, —ARRRLE 1~2 4

PR b B R 5E AE I, 45 g e PLRia i
iR G 00 Sl o3 B e i I 3 B ot A FH — £ 25 3
JT. FDG-PET ] LLBE S 4R B A2 1, 7E FBDS
B BX f112: by v 2 B B4R T . FBDS By BERIVA 77 7T BA
LR FL 2 5 1k kR N e g O T, R
RPERIT BREE., F4b, 1E—LRIBYT LA EH
WAL BT B T LBV T RiRyT, BB 1A
FTERRA I R AE AU EE, TR UE BB 47 TS, THT
SR 25 N I BB A& 7 R B i g
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