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Research advances in high-risk paraneoplastic antibody-associated neurological disorders ZHOU Yuxuan',
KOU Yuhong®, LIN Weihong'. (1. Department of Neurology, The First Hospital of Jilin University, Changchun 130021,
China;?2. Jilin Central Hospital , Jilin 132000, China)

Abstract: Paraneoplastic neurologic syndromes (PNS) are immune-mediated disorders of the nervous system trig-
gered by cross-immune response induced by tumor-associated antigens. Since high-risk paraneoplastic antibodies are
highy associated with malignancies, they have an important clinical value in the early recognition, tumor screening, and
prognostic assessment of PNS. The diagnostic criteria updated in 2021 further refined the classification of high-risk anti-
bodies and clarified their value in risk assessment. This article systematically reviews the clinical spectrum, tumor associa-
tions, and immunopathogenic mechanisms of neurological disorders associated with the high-risk paraneoplastic antibodies
such as anti-Hu, anti-Ri, anti-CV2, anti-Ma2, anti-amphiphysin, anti-Yo, anti-PCA2, anti-Tr, anti-SOX1, and anti-
KLHL11 antibodies. Immunotherapy combined with active control of primary tumor is the main treatment strategy for such
disease, but with a limited overall therapeutic effect, and early identification is of particular importance. In the era of the
wide application of immune checkpoint inhibitors (ICIs), the risk of ICIs in inducing or exacerbating should be taken seri-

ously in clinical practice. Mechanistic research, multimodal diagnostic approaches, and individualized treatment strate-

gies should be enhanced in the future to improve the prognosis of patients.
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PRI TS FNRST R I S 5 bR . m fE Rl R
PUA BRI 7 PNS 1297 vh A 4% B2 AR HT, AU
W7 FIH PR 192 W BN XHE ST 1 RN i X2 W
BRI 532 43 BRI SR AR T A SN

ARERIA B AR R GSF 3T e A B MR DU TE R 22
RGP T BT HE R, Rk S AR TE 5 b
FAARSCHERY BN B2 B B U DL R T SR g
A EAE A . A SCRARI A 28 UL Y 5 16 B e
PO, IR HAH DG 28 2R G 1) i PR R Y 5 e
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1 SERIMEREIEXHERGER

1.1 HiHubtdk T Ha PO R 2 R G0
o Al PR R LI R 24, ) 3R R v X R A J i 48 2R
g5, Horhgei W H S BARIEPE 0 3R I8t i 2870
J (sensory neuronopathy, SN) , Fo7E 477 Hu $o 44 FH P
R R I SO R O 50%~80%°1, ik T T AL
FA, SN F i J5 MR A 2875 (dorsal root ganglia,
DRG) 4549375 [ & , AR 8 0 Ay SV S P A ) i A Xof
PRI IR | P RT3 2 S MR g 2R,
PREIEIZUR 2890 CANBR I RE BT FIREPER ) o 2 AR
PHURS A AT UL J it i 28 2 HL 057 (sensory nerve action
potentials, SNAPs) i} & FEAIREGH 2K | 1z sl 2 D) fig
FAXFORERS 5 T A, R SN DLl 32 2R
RFIE B2 47% W) 58 E AT A AR S Sl 28 L AR B S
PR ] BEAF ARV TE M Bl R SR e R S B
A B 2 2 Bl s, T B S T HABPTAR Candit
CV2Hi) FHPEsL iz Moo fs

P Hu HUAARSC AR Bl 28 RGP | 30 2% il
4 (limbic encephalitis, LE)REHEER Y — FHEH
Rty GO NN LD G R G, HL B SR A
PR A BB & A (LI R 5 Y 52 24 0 O vk R A
SR R AT AR 3 G2 T B RORE MA TR
A& Z)58) " o U A AEAEDT Hu BT AR 5C ik
PR & A BT K 20%~30% , 1 HE EE U
Fr2 R 2 (status epilepticus, SE) NE RIERD, Sk
#B MR A U251 - il K v 25 X T, 5% FLAIR A5 %,
Pl R PR A s T TE RS Bl 95 1 M i 4% 4 )
(5 & S e ELIE I AR P A B ) o e
A IR i A 3 ] 2R KO i AT, B TS )
1L WL RE R A B W et o HCA SR I A0 455 /N I 72
PEGHAT AL AT A5 BERT) . A BRI BERE 5
(CESC PRI S i) &5 .

PT Hu P 5 /NGH I i85 (small cell lung cancer,
SCLC) 1 I F5 3 (>80% ) , A8 UL~ 441 28 1A 43 i o
Ao A HILTRN 5 K AR 55 440 B S e L R4 P AL
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Hu T AHE [0 255 1 28 J0A% 2 11 HuD (—Fh RNA 454
H P mRNA BRUE M L B3 ) i 2o Bt A4 i
4 Jf A 5 89 48 i B % (antibody-dependent cell-
mediated cytotoxicity, ADCC) . CD8T 41l Jfd 3= e Sz ik
B i AL S s B AT i . th THE R
GEE RH LT R R DG I PR 3R B, L4 9 A SCLC
[ a0 ?8 CT 45 I L & B I8 Z S -1 HLIBT 2
F14#i (positron emission tomography-computed tomogra-
phy, PET-CT) X i3 14 7 1A 1 12 K ol 38 s %8 ¢
L,

1.2 BLRiPUIE  BURIPUAMICH & R G5
ik 1Y 32 22 3R AU A 5 81 i % /)N i 22 P (paraneoplas-
tic cerebellar degeneration, PCD) 1 &I i J& P4 i —+ i
R (paraneoplastic brainstem encephalitis, PBE) . £
39%~67% e H RN IATVEILTF R, 20 42% [
FI AR By S 1 CAnAZ ) P R JUURRI | e 75 A PEHR
BRAEZER) , 7853 B R A BE ) BE R A (h o et |
TR R ) , o H5F 2 i 2 R BN D AT, 5/
i 1 0 B A K B AR SR . £ 1490~36%
SRR ZORE PR IR B A 32 A 2 D RE RS (0 B
SEVEAR LS PR AR S LR AR L S5 T T
IR SR EM AT Z R, 5 HALR R 2551k
Gy DX o310 Ry B T R B 12 Bl A (N S
ol A AR ALK g B A < AR LR A AR MWUREZEAE )
7R B I T A B BB B R 2 R0 IR R - LR
28 25 A AIE (opsoclonus-myoclonus syndrome , OMS) {¥
W29 69%~28% W) B2 b, FLH O PEREAER

S 2 AL W UK 10T 5 R TR I, B T
HEK293 4 il % 4% 9 CBA 1% (BUREE 92%, ' 5+ )i
99% ) A B 3% T 7% , Western blotting 1] Ff T 38 IE 47T {4
RS o R0 A T VT A TR 5 I o L 2
RUAB NG R £ SRS RIE T 2 I B A
A SR AT LIS B 7 7 T, 3 FLAIR KAS 2
P IBTT H S A0 S 5 A , 1 1 S D) 22 2 B A /) i |
[HIE 2R

PURI P £ 225 FLIRE (&1 78%~83%) Al
SCLC (J5 1 25%~33%) AH 110 o A7 g 1] 41 3
73% B 55 A 28 R GUAE AR BT I A G I PR 3k
B, PR 8 2 e R AT FLA MRT IR 45 42 B FDG-
PET, 5 1 5614 HR+5{ HER2- . (luminal B#Y) ; &5
P Yo B AR S FLIRER (HER2+ R ) AN , T Ri A5
FLIR I 2 0 R Z AR % H HER2 -, H R &
NOVAI B NOVA2 RN AL sliid ik  HAFAE L (A
Ip AR,

PU R T IE 5 40 10 S p A R A 5 P o e A
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RAEVEF, CD8 T 4 5 3 5 i K /NG 46 i AH O
HOB I ORI B AT AR 2T T bk S
A ITCH PR Nova-1 454, THERNA 455 E A 2
e, FECR il 552 R Nova 25 78 IR
T R IR (B MR A T B AR T R 3 R
A DU AL e g iy 225 e AR i g 21

1.3 HiCV2hik oV hilkHEMa R4
PRI AT 12 B9 B G 8 Mk A 2 3005 R RRAE , m] 2R %
X A SR B A 4 B2 GE . Antoine ZE 2 TSR R,
61% P CV2 HLIAR BH M £ & 2 80 R /N i 2L 5% 2 0
HOR R B 38 S P A 25995 (54%) I B8 R (20%~
30%) AR 4 9 (17%) « Hp 2930% & A1 A
2 Ty AR R A (An B ST A O B DR T B
)12 JRAEIE S P i R PR e & R G
Pgw Y BB, HR A LA X BRI B A G i SRR i
S CHRRAS B TR ) Bl TR b e i A , 52 S 08 55
FEETH A o R PEAFSE S, 8] B A 28 Ll 2 A8 A
JIR B AT R R, i A B RO IR A i 2 - I e
A X R b 2 SV L BRI 138 sl Tl
W) 2 AT 2 R AT R B IR BRI B A (AN
P AZ D) 1 HR LRI ) ) B A 7 MR R X 8 T o
T /NI L 55 2 ) 22 52 W0 2Pk 0 MIRT AJ DL /)N i 25
45 T, 5% FLAIR @55 o PR 98 90 A Jo g v
SRR 7T B R K b B BT gt 38 o0 BB 5 T
PEIEIRRAE

Bt CV2HURI R XTI W BA S B ek . AR
$i: 2004 AFF5E H 14 8 MR 25 B AR 2 W bR o I3 51
T CV2 PR BH A I5C A B0 i 2858 bR B ]
B 2 60% B B R T AN B AR R R B
W R 2120 BBV AT S 0 A B 4
2 (10~50 cells/wl) 8 1 F+ 55 (50~100 mg/dl) , B 58
B PHAE 3R 2 609 , Foh B 4y bt CV2 Hrik ik 554
SRS N AR N R SRR PR A R

SR F T, 30%~40% F Sk 3B MRT AT UL Fr i |
LI B T T, WIS {5 5, B 48 MRLATRE s gk n)
IR R AR g AR BEAG AT AR SR 12 Bl
P2 b HAT R AEPE R I SNAPs B & AL 8 sk
Sl R A R RN S T A 5 5 R TR A R A
K2 P CV2 PR G T I B A G, R
SCLC. [HIEUH A 5T AT 26 W, 61%~85% 41T CV2 hii ik
FEE f 3 B 40612 SCLC, H N I iR (129%0~20% )
FET AR (8% ) B LA 2 PN A I g 2 . 2 R GE
DR T R 2 R, fEUCR F R G A, 1 e M
#B CT F PET-CT; X F HAT W AR 2 B AT >50 2 1) 5
fE NI 58 38 OB B IG K s A IF 9T 4RGE L 20 5%~
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CRMP5 8 [ 75 i 28 Ju i 28 T 1) S Bl 8 2 53 o
A X HEAE o Honnorat 5573 i) H92 ZH AL UIE 52, Bt
CV2FUAFE 1] Fe 3% T/ 52 J5¢ Jo 40 i A J] el o 2t 5
) CRMP5 S, TSRS HH A S, 52U R
A HESR B . A, IR AR (10 SCLC) S Rk 1Y
CRMP5 RJ75 5 58 Ay J iy, B i 2236 R A A
MAEZ . i BFFE R, BT CV2 BT AR DG E
FEAE U G e B AL« (DA 52, Uik B A% T
P& CRMPS Tlifig , 51 Kt o0 B M . (2) 4 i e e, A3
W R HE ML AL b CDT AR, 52
JC A G il R A fi , T RESE o UKL B iR #2155
R

1.4 HiMa2Pifk T Ma2 HUAEAHCH S R 5
PR I AZ Ol R 25 B AR AL A LE g1 8 S pf 22 L
WARLZ R, LE UL I maR A 8L i %
KRG AT 0 S Ry WA B R RE AR, 29 209% 574 740
2t BRI 5% % T 3R 0 1 A T PR DA D BE T e,
A A AR R T R IR R R
S A% T8) P4 BR L JRR 9 (internuclear ophthalmoplegia,
INO) (55 2 8 B2 A MR TR M | i 72 22 22 A T PR AL
24 60% £8. 35 Y P B BE AR (vertical gaze palsy,
VGP) , #53ik &l 52 A PERRSMIURRSE ™. A WF5e i
1B, 4%~15% 5545 TR IR HEATPERZ AR RRSE , 45
PR LR B A e o ELBEILRRIRL , X — R IR
S R GRS

WU K AE UL T 409%~50% F8.5 , LA 1 =)
fEPE R AR &, DRE 516 DA fu % DI ARG . JT4R
WK B, Sk A S 7] (immune checkpoint in-
hibitors , ICIs) 1] fig i i 4 3% CD8'T 40 G 4k, A 4t
Ma2 A SN 22, JCH G697 /T & A 7E (R
FEHUAIY F DY EAT 20 30%~50% f 3 451
sz R RN SN, T RE S 2 & 1 B 9 25 I e
FAOER S 3K E MRIH Y T, 5 FLAIR A WL B | figi
ST 58 {5 PET-CT gl A28 Ak (R 1 s R
M BRI A7 B TPl B 16 S 1

P Ma2 HTAAK 5 52 AL A= 5 200 B S g . B 553 0I5 98
KRN0 e S U AROC o AR R B I T, 53%
PR B B SE AU IR | X 2R S W AR A R
BIV P, 52 AU 8 75 1 G 0 3 G 28 11 (a-fetoprotein,
AFP) B NGB A PR IR ER B 57 1 5E (human
chorionic gonadotrophin-B test, B-HCG il 22 )" 7] 42
R A R T AR R R A DAL LR
P)15% A GIFZ KA RER . A MBI
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73 B IR VTR 5 i 2 R BB 8 0, 2 T
Ma2 470 1A BH 4 A5 5 PR 3 0 o8 1) o 28 2R e 46 4
I, B S A8 B P B AR I A 6 MR, i 7
S 3] PN S e SE AL DT BR R SR I R v e e L LARH
LMD ReE— Ak, DL 2 s R

1.5 #1 Amphiphysin Wik B Amphiphysin Sl
PRAH DA 28 RGP 1AL O I R SR I BA 5 B
2 MR B N 25 A1 (stiff-person syndrome, SPS) ,
HURRAE S SR 1 K30 s JURE SR A 1 A P PR 2
SR R B R AR T E A AT BT UL
TS S5O A 8P IR DR 5 S R R E S UE S, B N T
SFEE U R BLPI AR B, T 38 y- 2 5L T 1R
(y-aminobutyric acid, GABA) BE 411 ] T BE 32 #11°4%
{EA3 7 B L 29 30%~50% (141 Amphiphysin $ii /4
PH P BB 2 2% B0 JE 18 N 28 & fiE (non-stiff anti-
Amphiphysin syndrome, NSAS) , f0$f LE . H F#£:3)
REREAT S /NI P L T 2R I 450 X — I R T 2R 540
2 & R R B 65 PLAAK (glutamic acid decarboxylase
65, GAD65) 1 5GP . & AN [, J& & L[] B LA SPS
Jy FEERAY AH90% LA E R e (ERI ), B
WP 1T B PR B R R S B SR B
ZRG R LE & A R BAR, H I & R8N
UG

AR IR B DIAHOC , A WFFE4GE Amphiphy-
sin A0 B 18 SPS £ 5 AR R i 8 1100 XU 15 3k
90% , F= 2R FLIRIEE M SCLC™ M L Z R, HT GAD65S
U 2D 5 g 41 O (<5% ) , HA2 Wi o 5 78 T HEBR
B I8 H B e L IR B M R g =

LY B A BT Amphiphysin T4 900528 B0 75 K
0 2% BRI 2 T P A A R e P B i BT (olli-
goclonal band, OCB) HHUIATEEL>1. 5, 7] SZHFHi A4
A I s H B8 3 I o e = R Sk

Amphiphysin HT K 7E 5 il 3 9 P A o 72 b & 5
SRR, Ho i SH3 2548 50 S e N AL =M 22 0T
WL TS A S A SEE R A
W, SR GABA BESE Ml A BE 1 1 AE S , 1
& 2 1 e 0 Y D/, S B A A e 2 TR B
& A (GABA BT i P 22 0 FRZH 1Y) 21. 8%, T 4% 2
R 22 46. 6%)

1.6 LYotk HT Yo HUIRAH I 48 R Ge g
o LAY 1 BB A0 B 4 S 1 BT )5 CDR2 K H: ) Y 4
CDR2L 8 g0, [ Jed 40 Jfd e 6 9638 Trix Seph 2840
JRFRALIG 308 1 5T T A 38 SUARPE SO
e A ¢ LAy IV 2 e e 17 4 T /)N G 2 e R A,
75 IR KK T 55 2 VA AL o A | HIR R S
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RE 43 B B AR L UE S0 R S BT 2 S T B
OV Al B A S RSO AR . Ay R I i AR S
B P58 B30 325 %0 CDR2 A4 A6 0 8 i A 83. 3%, T &
T CDR2L 1 20 it BE At i 50 ] Wl 35 42 i i2 W s S 1k
F100%" , BLE SN2 R EAKYE . IR A SEHF
TN , 92% FEHAFAEME IR, b 82% S AR
Jed (P 195 51% , FLIRIE 26% ) AR & B
87% 13 191 5 1 M 38 B A DG BRI PR S5 e
H P R R O A S

PU Yo P AH I 28 2 Ge 595 198 BEAL 1 48K
WA, BRI YEFE AL 418U R 2% 7 R30I G T
0 40 i )22 CD8 T 200 i 132 i S Al J5e 5 440 J 3 £k, Ji5
100 2 R AN O 5 A AL L B
Yo i A 1 38 CDR2 5 45 45 4 % M calbindin
D28K A HAE R, 5 B0 1 B 40 M A5 A A R A
FOF i 55 48 78 CDR2 38 i 5 5% 5 R F e-Mye 25 4
P2 TOAANE IR FE PTBEHT Yo PUIRBH I . 52158
SERRAE S B S A AR S AR, BRI B AT LN T,
o FLAIR = 7555 5008 A L, 18 300 00 22 3000 /N i
245 X FDG-PET AR AR 47

1.7 $HLPCA2PIUK  HLPCA2HUIRMI LML R
By U 2 R G052 BORRHIE LI R R 5 #E4T i
T #1285 H 1B (microtubule-associated protein 1B,
MAPIB)TEM & RS M 2 RINF VI G . 0 AE
AR AL FE & B 25 78 /0 i P 3G % 2 1 B LE = BK
fiE, Hoh R 2z Bleoh 2 . 2912 U biik
BH A BBt B A8, DL 22 % T i e AR P 20
(52% ) V58 4 28 70955 (28% ) Ry =, 22 B Ry X FR 5
ARXFTFRAGANTC Sy RIS i e A DR S 3
TR K A% (20% ) 18 I TH0 Hu AR AH C b 22
Wi o LE TR NIT R S5 (ANLI5E A A A
PO AL BT, 553 £ DA T i ) Rl B 1 90 e I
AL (R IRT VG R ) o i~ i 2 B 49 I B
S A A S AR M, MRT AT DL i T, WL =
5 E AT 2R R AL

BTN SCLC ELAT i B e S I sl 6 i
H PCA2 HUAR BHME AT VE Ry i £ SCLC Y B2 AE W) 2=
WP AR W G R G (g ) 7
WAE S A= H S . MAPIBAE R 40 N H )58
BT R PR 07 , T R S w 3RaA
PR BUETE CD8 T 4L, 75 T 2ot Ia T M il 28728
PES . MAPIB 15 5 & o iaoe e uiknr
REIE i TR T e T B 2 i i A A 2 847

1.8 BUTedill B Te i IE L Stk ok
St /I i e i R U A A F B, LR R L
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PR J 1 A0 AR AR R R A P e A S IR
BREE, B0 B T IR E BR BN T R 13k
BEMAE RGN T BT MR ASCR I I, BA
3 1 U R EALER S P A R ] /)N
i35 55 S 240 i 3 T8 1) Delta 5 Noteh FE 26 iz A 4 1
HH 5% 5Z 1K (Delta/Notch-like epidermal growth factor-
related receptor, DNER)Z YA % , iZ 2 A& VE A Notch
T I I O, 2 S B AN DS 2
J5 41} (Bergmann glial cell) B9 &% & M Ih GE & 4% , il
PERMAA T B A0 B S BB 5 | A b 20T
05, Bt TP i 7 AL 5 DNER F g 2
LEM LS4, T BT 48 DNER-Noteh {5 56 5, 51 &
FMACA Y T 00 200 B B 1 B, S B0 1 B AN R AT
LR KN ZE s . BHRETOFSE4E 7R, DNER 528 & 4
W 98 (Hodgkin lymphoma , HL) B4 i 8 $t 5 AF AE 3L
SCARPE N I 90% FIBT Tr BUAR BRI B #5 5 JF
HL, HTAK AR B2 PCD 1) SRk 4l , 312 .
i HL A B 2R bR

I 28 12 W RIS T 100 B R P T T B A
BRI o A% B8 7 VA BT/ INIG 2H 2R R 4 S i 5 I 12
EAAET 5 T s AR BUiE 5 Iw i i s BRAE
2015 4F Probst 45 JT 4 B b 1 A o0 28 40 g 1] 42 G i
¢ I 1 (recombinant cell-based indirect immunofluo-
rescence assay , RC-1FA) i £ 5% 4+ HEK293 4 it %2 15
N DNER, 53542 T+ 1 460 i) B0k 5 8 S 1, O
HXHRAAN A BB R L TG 7. WFoE
NP Te LR AT BB 2 — 3 M IRYT S ATIH 2% (B R
ARG 5 R KR 1 G AT s 0 — PR R . &5 B
IR A0 T A I B AR v A S 301 TR0 53 U
2 O DR XA W D PR i 5 2 )RR
1T RGEVED AT 2 KA S g 1

1.9 HLSOX-1HR T SOX-1 HLH AR Sl 22
RGP — 2 5 M B VIR OCHY) A B e vE i 22
RGP, HIMIRAEZHE o 22U ) 25
4 {iE (Lambert-Eaton myasthenic syndrome , LEMS) J&
R DL R AL, 8 R i LTIE ) A
M RERRAT (AN T ERR ), H A SRS Ay 52 LIRS
R A e W 3k DRI v AR R e W gl A RE IR A 2k
AR AR I R 4 /N i AR 4 (paraneoplastic cer-
ebellar degeneration, PCD )t J2& & WL Y | 35 7
PRI R B A R AR R AR B, R Sk MRT n]
REIE 5, (ELRf 5 2 i ) e A R R /i 22 4 o>,
SrR BB LE , AR RS AU 2 15 3, MRI
A UL P S AR S O AR B AL 4 SRkt
A 51 KA (CANBERL . A SIAE ) ARy k4% K 4T
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98 EL-FA 2R AT, A0 191 L 22 e I Ry 3 MR M I
W 5 22 R & (new-onset refractory status epilepticus,
NORSE) , #0 SOX- 1 470 A S 22 2 G50 B0 &
VEXT PR % AF 25 %) (anti-seizure medication, ASM)
SN AEET o G R L Sk s Sy kb U S
PETCHL , B 5 451 R DL 399 44 A0 5 L (peerodlic
lateralized epileptiform discharges, PLEDs)"® . 7 %§
FEE A T B T R A8 R R 2 2 I A S
JE SRR

PLSOX-1 HLMA RS 212 W i A% O AR L 19T
PRTE LEMS 83 ke Ve 8, JUHOR 7E& JF SCLC
(95 19 T, BHPE 2R T 3k 649615 34y 1B W] I A7
FE HAUHTA (W4T VGCC BT Hu BTk ) |, $/8 2 4
PERN S $1SOX-1 5k 5 SCLC & B,
I PET-CT 7 & 30 G P i 9 (A il T s 200 B ok 22 4
e AL D7 T EA B . Sk MRT L
Tere PR | 5 AT s/ N SR T S (R

FESENLE J7 18T, SOX-1 & FIE MG St H 7, 3L
FB HA I 2R R S REM AR T K
A J5 A AE Bergmann [ 5 40 ffd 2 BRI K Sk
SCLC A5 28 N 73 Wb JMf g S i1 4 38 SOX-1, 3l 44 431
RRFDUATL i ik 2 A % bt 22 2 2R 28 AR e S g 3
A UEHE R W], BRI B B BT SOX-1 BT ik Al GeAUAF
NG AL AE BT A T 40 i/ 5 59 40
M BEPEVE A 2 S BO 245005 i AZ O L —— 531
SRR T /N B R S A L ) S 1) B, R AR S
28 RGN AR 1) O PR R

i ST J5 THT , SCLC A2 5T SOX-1 HT AR X F
() 3= 9 B, o 9 9 19 85% LA Y. BFSE W
22.0%~36. 5% ) SCLC f& # 1L i Al & I 2] 3¢
SOX-1 PR, FLAF 1 v HE 5 /s @) il Jeg ok M 22 25 5
AR A 2R WLAR DG IR A 45 S R R B
/NS L 9 R J 9

1.10  $TKLHL11HiiR T KLHL11fiik /2 —
il 5 S UG I 40 98 %5 D0 AR OC 14 e A8 B IR B i
2019 4 Mandel-Brehm 255 45 T7 W B AR R 7n R
U BIFHGE T4 11T KLHLL ST 48, i /e
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