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Abstract

Autoimmune diseases of the nervous system are a class of disorders caused by the abnormal acti-
vation of the body’s immune system, which mistakenly attacks its own nervous system tissues. The
abnormal activation of the complement system is considered a key factor leading to neuronal dam-
age and inflammatory responses. Specific inhibition of the complement cascade can effectively block
tissue damage and inflammatory responses caused by complement activation. With the in-depth
study of the complement system, complement inhibitors have gradually become a research hotspot
as an emerging therapeutic strategy. This article analyzes the mechanisms by which complement
contributes to autoimmune diseases of the nervous system and summarizes recent research pro-
gress on the therapeutic effects of complement inhibitors in these diseases, aiming to provide ref-
erence for clinical research and application of complement inhibitors.
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1. 53|

M2 RS H 5 RPN & — Rl R R YRS S B A R G SR DY RES T IO, IX IR
WlmRRIMZ AL, TR LR R G B RGN - PLATEESK . M Qe i i A LIS
T 240 0 G 2 RO VR G2 HAOAH ELAVE Y PR S 2 SR I T 40 LR 5 4 P 55 6 2 A LAY 5 P 980 S B 2 5 9
LR, T AR G B U 3 B PUAMIAMAE RGN SR JAE A0 . BB 2 OB FER ], B 5 e
PEGUAR BT AMA AR I A e BEAE AP 22 S BE i b R T B2 (R JIAEoR, 22 RhAMA 77 B
TR B NE B A SR AN PRI TT PERIE TC o AN SCERIR T AMALE R L G BEVEBIR  BOAE RIALERD L B DA
PRI ORI S HAE 4 G AR IR T FERE R, B AR IZRIR I I ARR T 3R 2%

2. #MERG R E T BIAMAHHI

MR R G- NR G RGN E BRIy, AR REEA . EAA R AMMEZ R, tMERSE
FEEL A MR, FRBEMEBERRTH, TATELTER C3 Hikly, HEMER C5 ¥ AL EIE C5
Ay Cdb, 5 C6. C7. C8. C9 X Wi Z T il i B A4 (Membrane Attack Complex, MAC) [1].
EABRET, IMERGATTHNTHLRE. S50 RIERPASIER W EAFZ AR, 2k
WO S 0 AR AR, AMA TR I IO A 5 SRR R 9% RE S [ B G M () B IK B R 5

M| 750 368 3 BEL B M BB AT k2> 9 I S R AT 2445 . #MA C1. C5 J2& H AT & i i
993 RS L AV FE S s CRMAR TS B MR 750 1 FH S s DL I 1) MR CL 1) 70388 o o) 28 L& A2 1035 1k
RIEVER, BT EEN R H 2555 Cinryze. Riliprubart. TX301. ANXO005 %%, Cinryze /& —Ff C1 fig
g #1741 71)(C1 esterase inhibitor, C1-INH), /& 222 % £ A B 77 (Serine Protease Inhibitors, Serpins), i#id
] CLr F1 Cls M2 AR (ARHS P, BHIE C4 F C2 (3R, HEMIFH L C3 FALBERIIE A, MR/ T
NUEAMA R EOE[2]-[4]. ANXOO05 RIESFEIERIS] Clg W&, FHIEZ SAMAEER 53, Riliprubart Al
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Figurel. Schematic diagram of the three pathways of the complement system and the targets of complement inhibitors
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Table 1. Summary of clinical trials on complement inhibitors for autoimmune diseases of the nervous system

= L AMADSIFLE T RERRmIERIR I 24

AR EHERA EROE IR RSV Ei-ron FEAR & FHeES
Cinryze Cl  NMOSD Ib # EDSS Vi3 10 f5 RRA ™ HA R FHAF
. 134 I PR L2526 Vi
Riliprubart ~ Cls CIDP (1 W) A B ol 78 15l ST 521 R
TX301 Cls CIDP Il Hl4TH
MRC AlL/7. GBS-DS. K am®
ANX005 — Clg GBS Ib 43 ONLS ¥4y 3% 50 ) NE:ESSns
NMOSD 1 R A PG 143 4 O
Eculizumab ~ C5 MG i MG i 2 2 [ 125 f1 L;@gifﬁiﬁ
GBS e K BRI R 57 4l TR
B R R RS
Ravulizumab  C5 NI\KI/%SD ::: ﬁﬁ MG-ADL iR 3, 5681@” PR UNTESR Y/
” KGR IR
: MG-ADL 174 BI(RAISE) & WA RFEAF: 58
Zilucoplan €5 MG s VOMRHEE 200 BIRAISE-XT) (IRTF. Sk 175
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TX301 M2 —FhE A kMA Cls FIAJEIL e BEBTiR . *MA C5 RAMA RGERISEER Sy, AFEAAMAINHIG
7 ) LR N, HATCA 2R N A T R S, Wk PE BR B Bt (Eculizumab) . 75 J5H Bk BT
(Ravulizumab) LA K ¥ #)85 fk (Zilucoplan) 55, JEitBHT C5 £4f% 4y C5a Fil C5b, ki FHET MAC I, M
T3/ 98 SE R 20 BRADI497 o A 1) 702 40 22 G B 5 FRD T PR N P o S s A 8 35 PR i PR S8 RV A 5510 v
I 48 B 5 505 e R e e 45 DL 32 1)

3. AMAEMZ RN AR P R BUR LG B AMEHIHIFIETT R

FMAIEOE AE 22 R I AEAL (multiple sclerosis, MS). #2245 8 28 i 529795 (Neuromyelitis optica spectrum
disorders, NMOSD). i /L & 71(Myasthenia Gravis, MG). # *% ~ 75 £ &1iE(Guillain-Barré syndrome, GBS)
Je NS 5% P it B 8 P 22 & 1 A 42 MR 4 42995 (Chrronic Inflammatory Demyelinating Polyradiculoneuropathy,
CIDP)%% 2 T 28 o S5 11 5 1A R AR vh iy T8 1 B 22 A (.

3.1. MS

MS J& e -G (0 TP A 28 2R G 26 M DR 0 . BL A 2 AL RN [R] 22 5 M R oo AMARTE MS R HIL
I ERZRZ0E, 35 MS AR FITER K 3 MS HIURIEY . a0 bs S
FE LA K SR EE B B G2 T i B 4 (Experimental autoimmune encephalomyelitis, EAE) KIZI#1 . %} MS
ER BB I K P Y 28 ZH AR A0 0 S R AMA TR MS It B8 45975 28 (1) pe g PEAFE[5] . 7E MS BG5S
FE3 1 1T A R e G A 5 973 78 R S5 A WU B R MA SE T [6]-[8] . Rl B — TR AT MS B 38 CSF R IfIL
H P AMA R AAMAS G P PIEAT R, R I R ATSLER S AEAT MS (3% CSF ) C3a 1 Cda 59 &
iR IR L & 3K (expanded disability status scale, EDSS) -/ JH i % o X PR AMABE 5 MS 15505 /™ E 2
JEA R[9]. ENHTHEFE MS & H I sh iy, @il 75/ EAE S B AMAII ) IR R AMATE MS 1)
ER . WFFCRIN, Ak C3 SZARBHAR 77 SCRL nl 4t Stk EAE B4 IRERI[10], JRiHefl C3 #i
Crry REfiBIR/> EAE MMl R [11]. MS MAIRHLSITE S e Wit . RIE R B, MIERIBAT AR S Z AR
W, AMARE BETEIEE T MAC BT BN BE S AR 4, AN R R MA B RO IS AR AEAS R B AN (R
PR AR AT REAN R, B — AR MA SN I TR EVERE WA P T OB s BB 3 50 . RV K S RIE A 3R B A MA
1E MS BB L 2 B AR, I BAMAINEFE SRR A i S B — @ R, (ERMA
FITE MS B35 HH AT RORH 22 A HEATY A AR5 3 — 20 I R BGIE

3.2. NMOSD

NMOSD A& — 7 5 B2 8 S WA 28 FIPE B 1) FP AR RS R 40 1 B e s, DUR R AR SRR A2
RAVEHE R VL . £) 65%~88%FK] NMOSD i 14 N BEA I 21571 /K8 1E 22 1 4 (aquaporin 4, AQP4)F 1gG
PUik[12]. AQPA | ZAF/E T RIEI AN R R+, EFZES G N AP W4 5R FRCR T SOf 2 T
JRS TR AR MRS o« BT IR 4 0 26 TH ) AQP4 JE i Clq 45 4 F AQP4-19G (1) Fo X3, M kMA 1Bk S N7
5rfifk C5 4 C5a. Cbb, WAL MAC, 5IKAMASN T4 2E 1 F FH (complement dependent cytotoxicity,
CDC) S HUR BRI b 5493 [13] [14], & NMOSD EZBURK & . #MARGAMEE CDC N 3R
JRAH AR 1, 038R C3a Al Cha S5 i 28, 41 55 28 AE 4 M (ln wh WL 0 A 15 Wk 4 o R 8 R A 4
)i, 20 I AE A5 A AN BEAE[15] 0 hAh,  AMAIEOE PR A I SR S N 23 5 S I G B B ()RR
I e 5475 /0 T S 240 I A 22 75 [ 16]

HHEIGIT NMOSD Ml R B 5EH, C5 #iflfIF1 C1-INH & Ef T BRI R, FEAFE
Eculizumab. Ravulizumab L% Cinryze. #MA& C5 /Z&¥677 AQP4-1gG FH%: NMOSD (1A R i, FHR) C5
FMAFD I 7] Eculizumab 1 Ravulizumab 337811 PR HP 2 7R H R RCR - — T4 % Eculizumab 1 11 H0ES:
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NA T 14 Bl EASE R AR R EE, HAg 12 #1335 78 Eculizumab J697 12 MH W EE K[17]. fELL |
R EAE -, 4T T Eculizumab Y 1 3IGRIREG . 45 3R E7R, $52 Eculizumab JR)7 I EEH 97.9%
TER, MEZREFETHEEICH 63.2% LEK([12]. FTIRKE LA R /RH I Eculizumab 7E¥RYT
NMOSD &t RIFRIG T 71, FDA fitiE T Eculizumab F T ¥l AQP4-1gG [t NMOSD ##HE &
[18]. HHf, FECHEHE Eculizumab FTi677 AQP4-1gG FHPE NMOSD, Fi& M B A & k25 4[19].

1E €2 C5 #MAFIHIF], 2025 4, Ravulizumab 7EFR[E 1E AL 9077 AQP4 HLdBH M i A
NMOSD &%, iXHT 111 ] CHAMPION-NMOSD Iffri AR50 IR &5 R, 78 B/~ 4252 Ravulizumab 6
JT 1) 58 Bl BFTEPALIAYT 73 AR SEIL 100% 65 %, ML BRI (K 98.6%, TE 48 FR AT ¥
YeRF R K [20]. HARAEFIHLE N NMOSD B4t T EAR A T ik .

Cinryze fE5—Fh C1-INH, HTHI2/E NMOSD St R AEBARATT AT TPt . — DO
FEBRZEHT 1b 1AL T 10 4 AQP4-1gG MG FH T NMOSD &3, #2528 R A Cinryze ¥697 . WF
RERTRTH BFHYRRAETESRE, Mo, EEE EDSS W MABER B A% 4.5 B2 B
W 4.0, FH7E 30 KBEVII 305 2.5 [21]. XKW Cinryze RJ REXT IR /D #4505 F o 15 BB
TE 88 Ak o T 55— TR A0 FIOK BB AL S 56 25 U278 CL-INH 78 ifiL i A (0 #h AR S ik 7E A, e DL7E
NMOSD &3 =28 B 25 VAT 2R [22]. CL-INH I AR S FH AT b T 5L IR B, B D7 R0 7% B3 AT 3k
— IR PRIRE R E . /R4 CL-INH fEERIR FEARIT A G PR 1038 77, (5 H BT 98 224
T LA A I P AR R R I (23], HLAEYRIT NMOSD (8 4R I 75 2E— 25 I AR R 36 O F 72
FIGE

3.3. MG

MG & LALIE 77 R0 B L 55 AR (0 1 B S e MR, A2 - LRI BE Sk (Neuromuscular Junction,
NMI) AL T RERRRGFT 51 . 76 R Z 5 MG 3 1 i3/ = v] LS 2 £ % AChR 1) B S bifds, PHERZ
85% [24], AChR L& nT LU FHET ACh 5 AChR 454, 5 AChR 28 Bk A AL A0S #MA 1 98 fid J s &5
FILAZ I NMJ IS5 MR e Ho, FMABGE & = FlhisErh EZ RS, 7€ AChR BUiRFHMER MG
BEPREREIEN . AChR Hiik T2 Jm T 19G1 Al 19G3 V2K, XM IEAHK H i & i i EsE
X, ffHBAGE RGN, BT RRIUE - JUEE Y, (i Clq 4G, JFREaFMEBEER
ZHIRIE[25], AL MAC BLEEMIR NMJ (98 flS B,  MTfisk/> 7 AChR JETE R H ] 5008 1)
KIMBAEE26], SEUHBAAL L. £ MG EE K NMJ L& F] 19G. C3 A1 C9 MIVIHR[27],
C9 £ MAC f—# 4, #E— B3l TAMABIEN/E MG FHIMEH . 545, AChR HiikBHIME MG &3 1l
TP AMAZEE LIRSy C3. C4 AKFPFRAK[28] [29], $7R T 4MA R Gul ik FEBOE A #E . AMATE NMJ
(I F IR oK B 32 3 B 3N e I Zh PR Y, A 5 B0 36 o IR 5 s 5 DR Y P S 30 K L PR M
AT DL3 ) S26 1 [ B %% B E LG /) (experimental autoimmune MG, EAMG) (1) % 4:[30]. #E4MA C3. C4.
C5 5% C6 Bk Z zh#F, EAMG FI R A= 2B B BRI, H NMJ AbHY 19G JTRAN S 580 MAC £ ik[31] [32]-
S G VIS PR IE 95 35 2% B AMACBOS 72 AChR FLARBHE MG [ R AL i o e S B 1

AMAHI 750 B PAC S P B 33E — 2D BGAIE T AMATE MG H /B RIFLEI,  H AT C5 $MHI5IE MG #IiE)T
A B o — 00 Eculizumab MIIIGBEHL. RS« 2B BRIG AN T 125 BIXEA 1 AChR Bk
FHIE MG 55, 434552 Eculizumab 52 A16TT, 4R B 52 BRI, #5Z Eculizumab ¥57T
1) MG JNE AP T 65%, FFRRAREH KBRS K T 66%. X —25 R AE 43 Eculizumab S E M
HEFH TR 97 XMEJA M AChR BB MG [11259[33]. 7£ )54 REGAIN $ EH#F 7 , 117 #25% Eculizumab
BITHIMEEYE MG BEMINERBEACT 75%, W70 (R AR 25 Ao 28 BRI e i, X —DAiEsL 7
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Eculizumab [ % M A EF A R0k [34]. FEF DL E45IR, 2023 4 Eculizumab 7E3R [ER#LH FiR77HL
AChR FURBAPE T T4 B 8 MG BN B . 2024 4F, BN FREEZRERH .

Ravulizumab 7£ 2025 4 4 H #EFRE#EAEFH TV 9750 AChR P4 BH 4 19 Rl N 4= 5 AL # e LG 71 (gener-
alized MG, gMG). —%i Il ] CHAMPION-MG ImfRit5 2R, 1 FHNEER MG H %45 i & (MG-
activities of daily living profile, MG-ADL) & £l MG 7 & #1414 % (quantitative MG scoring system, QMG)
PR s 164 ABE VT iR 141 5] MG-ADL 3% > 2 43, 1S /MEIRFIL(MSE)# itk 41.8%, KX
T B YERF IR IR IR A, At RAF[35] [36]. 1M Fiidt— 1Pl T Ravulizumab 7E677 AChR Hu& a4
gMG B E KT %M 22 4 . Ravulizumab 5 Eculizumab ZhEEMLL, (BT HEA HKH LI H
Wb TR, R RO R

Zilucoplan 7 2023 44 2 /N FALHE I T 77 51 AChR HLAAFHVER gMG BUAE 84,  H AT E N IEH
R i, Zilucoplan BIERIRE 1 BAIGIRAF L 45 SR 0030 HE, SBRAMLIL, & 12 JriairiE
Zilucoplan 41 #.% ) MG-ADL.QMG.MGC H1 MG-QoL15r 14 414 53 3% [37] . %W 55 1F 52 Zilucoplan
Xt AChR HURFITE gMG HBE R RIF. — 31 RAISE-XT £ d O FHRZE 9 E AT 7T i — 25 3P4 1
Zilucoplan f YT R0FI 22 41 . RAISE-XT 7T 96 J& o1 43 #4527~ [38], #2532 Zilucoplan &35 1)
MG-ADL P53 7655 1 R oo st HFF ek s £ 55 24 A, H4EFF MUK 255 96 i 7E 2 P45 B 5 1H,
200 #i#%%Z Zilucoplan JAJ7 (153, WIRIAR K AE SVRT7 M OCH BE U T- Sk, e DLIYR 7 B AS R Fi44
(TEAEs)y COVID-19. MG EAL k%% . J54: RAISE-XT Wi 120 A 5 /0 #r 4 R Ern, %tF MG-
ADL 1 QMG, % 1 Ji 3 N2 2R Kok B N2 1A 8] B A2 56 120 R ERFE R sk, TESS 1 BTN
Z R G R TT RS B B [39] o X S EL A 2 BH Zilucoplan Va7 A PR AN RR SR 9T R0R R 4 1) 2
2E. BT Zilucoplan A7 sUHMEGE S Rig M, ST #E— PR ZE LR FAME, — D g ik
HESFRMA C5 MR BE R e, FFIEERHN Zilucoplan 1, 4R EREHGAIT E HIKAR R
H{}(Treatment Emergent Adverse Events, TEAES) K Z HUCHRE, w2 RIF, &3t 12 FrGEYT, BEE
REESEE, HA 76.9%F) £ SR T 5 FESN 7 [40]. AR FRLE— PR R Zilucoplan E5E) 72
FEUR T K 2 PR RTA 2, T MG B 3 4R— L S I RN 6 T T &

3.4. GBS

GBS & &N FHIZ KIEMAERM AN, GRS AR 5 AP, SMlA GBS 2T EEALHI X
S3 I EE AR B 2R AL PSS . GBS M5 MBS AMAUE A O¢, B RHERGLR1  AR  B A 5 R B A 20
RGHER T PR SR, S5 AMEABIE[41] [42]. Fik 92%[) GBS H 4 7550 (1 Sk 3 BRI AR 2]
EF & s E AR IgM Al 1gG iik[42]-[45]. £ GBS B MLIE S 060 R i 30w MA B 7= 4
MIPTRA[46] [47], H-7E 1996 4, Hafer-Macko 5 [48]7E— I oA HIF 70 FPUESE, 78 2ubE 28 5 i il o 14 22 R 1k
#2295 (acute inflammatory demyelinating polyneuropathy, AIDP)5- 3 (1) jiti 73 41 ff 2 If 77 75 AMAR B3E 7= 4
C3d 1 MAC Ui, XILRiMAS S5 T AIDP R, MUiElbRE AL S EiSMA RS, 5B
W T A W BE A A . TERR R T GBS W, MR ELSE R EIR 19G AIAMADIARTE B K5 R 1-[49], XiRRH
SPUR IS AMA RS S BE R . GDla. GM1 #& T IRHiiA S5HMALE &, 'S MAC HITERL BR3)
WG 40 B S A I3 B R [50], Mt &b Eh 45 5. Miller-Fisher Z4-1iE(Miller-Fisher syndrome,
MFS)5& GBS [f1—Fh4 5. KZ 4 MFS BFH AT 5T GQLb Hifk, §i GQlb Fifk5|iE MFS #iZe 4t )
VERINLEZFMA A S H9[51] [52], AMESHIF rEVS76 CAESYIRR th R IAE ] 73X — A[53]. FMABGE
BN MFS ) £ ZEEUR AL .

1 GBS HIAMAHIHIFEITH, CL. C5 NSRRI i — I | I AR I FE /R ANXO05 TEVRYT
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GBS H BA BRI 1. 45 R E/R#52 ANX005 J& 77 1 B M A B AR bR S /K-F R E FEK, S5
7 EL , ANXO005 7E U i Il /73F-43 (Medical research council, MRC) GBS-%%% ¥ 73 (Guillain-Barré Syndrome
Disability Score, GBS-DS) #2441 25 Th A R fil] &7 (Overall Neuropathy Limitations Scale, ONLS) ¥4 & 4%
PIE KM . ANX005 i Clq MIPiAR, BHIE T RUEAMAR S 13— DU, AT I 17 4 8
AMATEER (R N . HAE GBS FR 3 Hf 1K AT R00R 22 4 1t 75 AE NI I RS gk — PR R [54]
SR1M Eculizumab R GBI H BAFHIRCR . — 30 11 #AIG ARG E A% T Eculizumab 1 R ki 5 G i
BRE AR TEE E GBS B TR WEFRGIN 57 % H A GBS ¥, REHR TR EEN 2R
UF I 55 5 PR IS C5 IREE, (BAEINRESE KT TH A B R i [55]. X # &) GBS 1EN—Fh 2. Pt
JRIIPEN , HA 245 40 ] BELE R S RN IA ) w506, Eculizumab 3#id 041 C5 PHIE 2R R N, EARAE
B AN RIAMABGE, BRIE T R8s, Rk O 8 RA MR B sE . BT Ia
FUIIREA BB/, AR TR B KRR 2 O s RIS K — P 580 Eculizumab 7 GBS ¥R 77 1 1197 2

3.5. CIDP

CIDP 2 —F g - LA E AR, HAWIHIE S, *MEZS 5 CIDP FI/ERINLHITERBE S (fE
SRR MY Hr A4S B U0AIE o R FAIESE, 7E CIDP 85 M HENA #h 2 0 4G A A7 7E AMA LA [56] « 7E 1 151 CIDP
NPT LML o B3 B s v o W 2 BIAMAE BE RS AL UTRR[5 7] AR FE R I, MBS L7 MAC 5 Cha 7K
S 2 T 7 B RS N T 38 N [58] « — A4k CIDP AR AL 7R 3 g o & 51 GML 1 19G 1 IGM ) H
YRS GLE T RALE M o b, BOE TR AMAZLRE, ik E] C3b 1 MAC [59]. Si4k
Hihsr5 CIDP M CHIPUIAIE T 19G4 WA REBE#MA,  Widtdfih 85 F-1 (CNTNL) Bk, Hudfid & G4
K A-1 (Casprl) PUAFRPAHEARE [ 155 (NFL55)FLIASE[60], [RIHAfil #MAHE Ak AT BEST X L4044 BH %
1) CIDP 35 T34

R RS PR T Eculizumab 78 1 BIXES 1 CIDP H RIS A o 7F B35 10 28 15 4G B A S
FAEAMATIAR LR, 7 DL Eculizumab Y697, SR I PRAEIRAI M2 sl A B4R AR 3 W35 08 . (R H T
e CIDP HIIEsRIGRIRGE . KoK nT RE 75 2k — B 7E[61].

Riliprubart F1 TX301 /2 —FhE [ 4hMA& Cls ) AR sefEdiiA . fEEHRNATT T 25 FW)G CIDP &
N A RS, B3 AR 52 M R AT, 88% 1 bR kIR TT O B2 I R e Bk 2R (1) R B 7E 3 H riliprubart
JE 3 17 S B E , 44% 11 I 20 © 50% HIARHE TR TT R ALY 35 X riliprubart A R 4F R [62].
WEFE 45 SRR riliprubart B fg 2y CIDP &3 S fit—Flolr vy i 45 . B AT w1 il RIS IEAE R 47,
53 AT Riliprubart XTFRAEVETT TCRUR IVIg 1697 B SURT A TRE ) CIDP 3% A A 22 4t . Bl
E-Xt CIDP 8835 B AR 1113 TX301 s AR RS IEAEREAT Hh, R A B Ry S I R 45 2577 XA oM &
BT BUE R R IT TR
4, B

A FRE R 22 GBI FRIR T PP B R O I PR S AT 57, D BB 3R B OB VR T IR R )
It T — R AU, A ZR GE A TR A7 B J A ) D B S 28 5 e, e 00t 750368 3o 410 )+ D e
HARBERSIARNIGIT HIN, (BB ACNHIE 1 O AMABREE R EUIRAS, A LA L i B B e T B
IO 5 218 2% 255 TR e 2 A SR L v R UG, , MAC A ity B8 845 SR A 12 B 1) G BT AE Ik R MO
ZORW B W F AT CS TR, 2 ol R AN 8 TR SRR P XU S I N . AL, D T MR R
QPR 5 B4 A B oA A A AR 0 BT A st Pk O T 1 0, L 7 S R IR PR TR R H R
BZE R TN T 7R R ST T S R R L O P I T R R 95 ) S e A ) R SNt B R i B
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S8 W AT BEMCHEBRAEAMAINHIFNIG T Z ob o M RE BT DLBRAR AR AN BE 10 B i 5L 28 BR B K L 0 XUz, {3
I AR P N I R R ) DR AL . S W v 27y, X B8N CIRIT IR R, o

I e 2 4 T DR
EESa
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