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Abstract: The animal models for myasthenia gravis (MG) have become a research hotspot in recent years. While various
experimental models partially capture the heterogeneity of MG, due to their respective limitations, it is difficult to achieve a
comprehensive emulation of all facets of MG. The experimental autoimmune myasthenia gravis (EAMG) model covers the
key cellular mechanisms involved in the immune response against acetylcholine receptor, which provides a basis for
understanding the immunological characteristics of MG. The passive transfer model is characterized by simple disease
induction, rapidly manifesting the symptom of weakness within 24 hours after a single antibody injection. Genetic
engineering models offer more specificity and can accurately simulate the genetic basis of MG, thereby making up for the
shortcomings of the EAMG model. Drug-induced models attract researchers with their rapid modeling and do not involve
complex immune activation and antigen induction, but with certain limitations in simulating disease complexity. By
matching the phenotypes and functional responses of patient serum, the in vitro model allows a more intuitive observation of

the role of heterologous cells in disease development, which is closer to clinical reality. This article summarizes the
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advantages and disadvantages of various experimental models and helps researchers to select the models suitable for

different research purposes. This review provides directions for a deeper understanding of the complex mechanisms of this

disease, as well as a scientific basis for the development of new therapeutic strategies.

[Journal of International Neurology and Neurosurgery, 2024, 51(1): 79-85]
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HIEHLIC ) (myasthenia gravis, MG )J&—Fh &Ry A
B QPR PEBN , T2 BRIE 2 R 2 B & e 22 LA 4 Sk
(neuromuscular junction, NMJ) &b 7= Az &5 2, [ AH B 52 4
(acetylcholine receptor, AChR) [ IfL 3 H HHik . AChR
FRSEPEGUAR S B NMY B9 S5 T RE SO , 2T 5 LR LA
TSRS . HHT, MG BR YT R A ek IR
FE o5 1E T 1T, DRI 2 5 O S B R TR O T
ERAM TN MG B SRR AL, DL B AR R 4 %
JEE v B A0 3 R P L o AR I A9 A w7 O 58, 3
IR LA MG SRR 4 1 26 FRe s HEA T 1 250A
1 ZEMBESRRHEENTA

ZAEOR S A B M EE LR
(experimental allergic myasthenia gravis, EAMG )% B 28
SES T2 550 AChR G2 520 2 AL B S8 T T
BRI, XA A8 B 2 3 T 40 6 % P 30 0 8 455 % B 24
A EEEFN LA IR AN . EAMG BERUR R A T i MG
R A ML | S S IR S 22 JUL I A% 3 i 4R 1t T 52
SR GEORE, PR Sk 3 8677 T 7E I R FT S BRI B A
HKMGAEFARM o FEZAIRL b, JE AT R A% M I 45 i 2
W G BE VA IR FHAL ST S B A, S I R iR
IYOT g iR TS BAGHKE oAb, EAMG BERLAY
B FIRA T 8 R G0 MG HIPEA , 3+ T4k H MG (1
ARG o AL T AT S G 1 AR SR AE SN AR
IEAERBL, R g6k 1 IR R 2 DY 1A S — Fh AR s b
PRA 256 T B, REAE I R B 32 3 R A8 5 L EAMG £
Vi

SR, AT Y F2 AN IR N A AR B ], A [R] 40
Tl B 25 A 1) DA KSR 20K AN 45, 5 A28 MG 1 R
FRtEfr e 2e 5 o Dt fER ] £ 8 EAMG B 7UI , 5E XIE
B B4 I 1) ok A 9 By A w3 o T T AR 2 IR A
L G340, T N )2 22 5 E S AR v 1 55
AR TR R A BRAYFAL M. BIRTE EAMG TP RA
ARG AR AL BN A7 A7 1l R Ak, AT /NS
o3 HEA G RIS 1 25 W) Bt e | DR i 2 25 25 7 A 3
BRI 25 A R FBEE . AL, EAMG BB 95
o e AR HE Jig )" o R R AR PR 7 T 5N A AR YA
) o e 7 AT S BR ) 1 2 368 s W R R A A2 5 BRI PP Y
WAL ZRENE, By 1k 7L ER RS IR I ER T AT R e Ak
MG A AL A4 6 UL I B AR A Py 501 5 S e 17 25 A A 22
S, AN R S G e 2R G0 T REAE XS BU R A 25 A AR 22

S, X B[R] P L5 B AN [w] 14 6 8 SO AR R 3K
TR 0 A2 8 T DA A A DR 5 AH G 1 O A o
JRANZGERAE IS, (L EAMG A7 B Bl 4t A vl ) B
B MG RERL, B AT AT A BE AN EAMG BRI MG %2
AL A 25 T & ) FOR BTRR .
2 EAMG/M\BRER

/N BRI 3l I\ R 2 Bl B EAMG AL (R ) i, DR
HNMJ 5 AWM AEE AL MG B #H h bk £ T8
P, AR 55% ~ 60%7 . X 0] BE S MER KA
K HUTES 5 EAMG 1 52560 h 4 R 2 50 R MEPE 5 )
/N BRI 4 BN AR S AR R/ N A OG . AR R Y
NPT MG S22, 10 i T Bl LL AR X AChR A iC
PCAE R8BI X R CAZ S vl Bs T 554k , BIER)
UL BB AT P IR A P2 H b n] 2 i R /) B A E0is
T RL MG B R N 220k F 8 ~ 10 JA /I BV oA 51
LTACE S
2.1 AChR-EAMG #%!

ali fk 1Y) FL #8 AChR & & ¥ (acetylcholine receptor
complex, AChRC)‘75‘3%55%5{%(lipopolysaccharide, LPS)
% 52 4= 31 [C A4 5 (complete Freund's adjuvant, CFA)
C57BI/6J /1N i S AChR-EAMG B ) 530 il 5 = 32 1]
TORIE ol SNE B AR R 2 LA AL B A B . B
FaliAl AChR Al FH T IF 58 I e S5 T 2410 e 92 J i D) g
AR , s 7 S e SR AL Y 2R 280, PR 22 B ¢
(neuromyelitis optica, NMO) B & $T J& T /K il i & 1 4
(aquaporin-4, AQP4) 8% NMO-Ig % £ 5 7 4 5 EAMG £
T Fy g 7 F AR [ A b BB B B8R 0 S, BALBY/C
/NE A H T AChR-EAMG & 45, 5 CS7BL/6 /N A L
BALB/c /)N 5 AR AR . A7 5B UE , AA C5TBI/6 /N B
AT 38 BR BT A 9 BRIEET X/ ACKR (19 21 i oh 3%
7, 11 A\ BALB/c /I BER AR 14 27 MR BB R 1 AR 4%
/NELACHR (4R BEANFA70 BL MR A 2 5 1] BB 33X 26/
B it 2R 2 TR WL 38) 1) S50 M S 107 22 S Y il o 3K Lk ]
T /N EAMG % 5y S8V 1Y) i R R S M 25 S AT e S0
TEBUR AT JHL PRI 22 5 K. XX T WFFE R E sz
BT IV T S S iy 7 M RCR B R

A 20 N AChRo- I3 14 K FF 17 BRI & CFA
Ha % HLA-DQS #53E [ B10B6 /) FliF S 1 EAMG B, 5|
ANZE AT (human leukocyte antigen, HLA)-DQS
W BRI 25 T /N BUIURR Y SR SRR 2H G L A B T S A A
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L B G2 PR 1 R LR, eI 5 HLA FE R G
0GRy S

fiiFH C3.C4.CS5 5% C6 JE P @ B/ BUG 5 EAMG, %<
95 2 G AT B AR R /INRR, TR SE T AMACE: MG &R L
Wl — SRR

5T &I, it 80% ik B MG 8 35 2 30y i i
WA, 10% ~ 15% 1) MG £8 35 B i g 38 A= A1 38 A f i
o o A WEFER ] SCID /N BB & BALB/e /B A MG
i i 20 2R AR 1 T 3k 4k e B EAMG BEAY /)N BB 4 57
R A0% " o IZARL /N BN R A 2 P A A R miR-653
(/AT TRIMO F 35, I H miR653 % TRIM9 HA7 171 1
FEVEF , miR653 3 i 1 il TRIMO A il MG /)N B fi 40
s ast > R, miR653 Bl {1 iR YT F B St MG Y
WAEIRITHE A
2.2 AA%HREHE-EAMGEE

e & B o B, LA R 5 O (muscle specific
kinase, MuSK){E A5 S HEAL, P I8 28 fis w5y A1 2€ fd )5 B 43
I HESN ™ . R LA MuSK -ecto 25 1 Fll CFA i %
CSTBL/6] /)N BT 7 2 MuSK Hudk!™) 428 I 14 /N B Al
B 5 MuSK -MG H & A LAY B 8% L (skeletal muscles,
SkM) % 55 FIIC 7, M2 LA A% 386 32 4, 5 i 5 AChR 08
AREREARTS . BN b ARSI R 28 S RS A T A

5 NMJ B 25 2% 2 AL A5 1 Ak B9 NMJ R AS [F] 72 B2 19 2
fik 5 LR ZARBBEIR | DA R 5 i PR 22 RN o 5 Mo iy A2 Ak
(R SR AR TR /N, Bt A8 M, A S5 2R
Z )k Z BCUE , b B AFTE Ja Pl 5 25 R J1E Bl 75 7%
PERYSEHMREL

5 AChR-EAMG AU e , MuSK-EAMG A5 763 7
BRI TR SR I B AR . VR AT e R LA
HL o EREERK, XK N MUSK HA B 7= A2 R0 50 58 52 v
A R R B I IH]

MuSK-MG F 7 23 1 B — SR A i PRAFAE , Qi 2
P Ay ™ E ) S R TG ) RS AE R S RTHR S LAY A
g,

2.3 REEREAZEHEXERI-EAMGER

CS57BL/6] /)N L EX BALB/c /)N Bl 1o 75 20 1K %% 4 JIg B
HZ IR EEA 4 (low-density lipoprotein receptor-related
protein 4, LRP4) %K 1 5 LRP4 T /& 1 5F e # 48 LRP4 -
EAMG'" . AR A B4 Xt LRP4 1) Gl Yot 23 5% )
NMJ ) 1E % PIhg . X A 85 25 £ kI 8 (acetylcholine
Ach) BRI | 52 M 4 28 vh 3 i A% 338, AT BOULIA TG
JIHE S

EAMG /N BRI SAE L L3R 1.

#1 EAMG/MRERCEER

AL ECHE B S5 Ty ik RN 5 R B LK
) HALH) B8 AChRC |, .
C57Bl/6) RALPS 3, CFA = A (8]
#4669 ¥ 6% AChRC |%5 C57BL/6 48+, BALB/c s
BALB/C RALPSHCFA |5 Ak 1% [5-10]
(DACHR 5 A % & % WL E|AChR -EAMG #£ A £ —
“hR- &h A AChRa- " o . . . .
poe [ rapgssen [T RSO a5 gt @ 5 R R 8% RS Q|EAA LS ACGRAR,
g | BBIOBEINR | e [PORA AR ARG | R A A BB MG 89| T i R ik i I Al MG
= = A DM M EAE | £ MR EAH
C3.C4.C53.C6 . PE ST AMESE MG A IR L]
Emamag SRR o~ BEE E =
SCID AR A [HAAMG FIRA L |3t —F BT LB MG &4 (12]
BALB/c MR |#RA a9 FAIRIE A
MuSK-EAMG % % T 4t & I D8 % % T B K 9 0 1]
MUSK- ST A MuSK-coto & | 277 EOOMAAER , @45 | MuSK-EAMG AR RAA |k A AL sk 90 32 4952 K 5
EAMG | C57BL/6] 1 £, MUCFA'} gco‘“" Bl B A SFRLE A % 3 |ACKR, A T4 5 MuSK  [@MuSK 48 % # MG A8 F| [14-16]
HEA - J2 4K 7T $E4% AChR-EAMG . |48 69 %o 2 L) By, B B A T A
Ja B E B 5 9 % 2 FR )
# Fikk , LRP44F h & &

i g 48 A S Ao B
LRPA- 1 orBL6) 5 [ S LRPAE &3 |seikat LRPS 89 Sk ko | 1T ML AR B 2] D Aten e 5 Fo 0 1 &,
EAMG S BALBJe M S |LRP4 548 58 Yhvis NMJ 9 2.5 5 8 THRB SR K E; R, QR REE|  [17]
BA . crR L ¥ wAR @ % 4 Ho B2 B LRPA £ A | — F B if AR AFF A

£ MG ¥ a4

7% :AChR=ZBEIZ 3% 24K ;s EAMG= 53k &) & 9,95 P & 9% LR A7 ; MuSK=/IL P 4% - ML it B ; LRPA=1K 8 B IS B & /KA % & 9 4;LPS=J§ % #3;
CFA=% A3 KAEF s MG=F £ NI 71 ; NMJ=4P 2 L 1 43k .
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3 EAMG KBRER

TR AL | 45 0 2256 EAMG B & JE 1 o 559 e i 4K
K 3% Ul A Wistar>Munich>fischer>Lewis>Buffalo>Brown>
Norway>ACI>WatarKyoto>Kopen - hagen>WastarFurth, H:
H Lewis KB HETH RS . 200 B R % A A bF
FEHR T Lewis KR . Mok, Hilj 2 R MY Lewis
KRS MG, PR 7T LAY 3R EAMG 19 5 k. 31
TECAUESE 4G MG TEN Y TF 2 A B S e VR TE 2ot
T R e TR

R/ A B B, AT T 3 2 R 2E 0. (H
NREA IR T R 50, &) T IR R /N B S 2
FAF, 5 T X O A I AN [R) DO BE A, 2 45 310 28
FABF AL 5T A MoAs B BT3RS 00 i
Lewis K U5, 7ERARBIFGE i AN AR 3k
3.1 AChR-EAMG #Z#!

A 2R BB 5 /N R CFAR B S A A A
AChR - 3 59 K #T B8 B 2 252 HLA-DQS 4 % K B10
KB CFA TR A L 68 AChR % Lewis KR LI
TSI IS S FATFIR™ . (K B AChR-EAMG A5 R IR
A REARXT ™, G JE R AR SR, 7RI R R I
L /N AChR-EAMG 8 v iR AP L SZ 21 1) 52 v B Ry
¥ AR SEURK R IRHGE SRR ik LA PO
WLPA AT 5832 B A 52 i AR, PRLIGTE AChR-EAMG #5243
TRl e 23 A2 B i R, S B0 i B e
PR B .

X H Lewis K B F & ¥ R - AChR,; 7

EAMG"™'. R-AChR,,_ KB F K B AChR-o W3,
30 d Z2 A I BRI S 0 JILTE T RE R, LB B ) ) 4
FEAEIR AN, 40 d FF 46 1 BT S i R J T B L 60 d U B
BN MG RER™® . 24 AChR-Ab A A5 &2 e it o6
F, 8 0 44 S B P B ELISA B2 46 00 13 470 AChR 74K T}
2 A EAMG RSB AG Zh . BRI ST ) B D) R 2
H79.63 % . SR, It EAMG A TR 4 R Y 4 928 8 5 BL
AR TEAE L T B K BRIk BE 37 EAMG
R FR A EA 5 | PEPE 3R S S5 A . Wiistar KRB 5
Lewis K FBRZMLL .

3.2 MuSK-EAMG &%

CFA TR A A MuSK-ECD S M Lewis KB, Bk A
PEIG 30 d PSR AIE 1 K12, 24970% A8 R BRZE Do 4
PEJT 2 ~ 3 S8 PR Y EAMG SR, IR A R
ECRE R RFLR B 5 A TR B B & R EE T N
MuSK-EAMG = 275 53 1Y & J8 P 7 Bk (8] A7 75 AH >4 K1)
A SEPE L X CSTBL/6J /)N L, B 55 R 98 11 43 A 6 A
PRIILA P IE# MuSK ZRE R BB RE , IXAE— @ B L LA T
MuSK-EAMG H LA AZ S 530 o 55 /0N BRSO (4 ) 28 1
HVH S o R AH I, 338 5 Lewis KB EAMG 2=
JEERE
3.3 LRP4-EAMG #&%!

LRP4-EAMG K FUBE R 5 /N BRI SR, 5 H iz H

EAMG K USRI SAE LK 2,

*X2 EAMG KR#EEC2ER

LR & AR e 95 7 % AR B B Lk
RiAE Ll ) R K E6 42 K R -
HLA-DQS # A EBI0 |44 1A ACKR y- T 2k 4§ K | = AR5 %ﬂf%m 42X K AChR
e - EAMG B R JE AR 7T AR x4 = &, o985 [6]
X A AT kA CFA %92 .
AChR-EAMG #27 F Iz IR e
Lewis X & W, 6% AChR %4 CFA %.9% [19-20]
Lewis X & .Wistar K & | & T 4 R-AChR97-116 B A R SRS [21-25]
MuSK-EAMG # 7 | Lewis X £ AMuSK-ECD 4~ CFA ok | B bk sk k2 3 8 B 6d [26-27]
LRP4-EAMG A [iZ X KA 5 ) A LRP4-EAMG AR K 4,42 B 37 & A 42 ) [12]

7E: AChR=ZBLAZARZ R EAMG= 52350 B) & % g5 e E S LR 7 s MuSK=L B 4% ML B s LRPA=AR S IS B & S kA8 £ F 8 4; HLA=A £ G

MR CRA= 724 3 IKAE A |

4 WEERBMG

3 % B MG (passive transfer myasthenia gravis,
PTMG )t f2 =2 iy 41 % AChR Y [ B3t H MuSK . LRP4
PR, X ACKR B S A9 , BT B A L[]
R 2 e LT AR F MG RS Y S vk B T B8 T
PP, — e F NOD/SCID /) B 5 MuSK-MG
B HILAE TG4 DL A Bl s 5 7 1) MuSK-MG #5828
TR TS 1 RARE B0/ (22.62.9) % , 55 5 KTk

HELLPA Jy i A TR, S T BRI AR HL , e 28 (-3
SRR (79.9410.5)% 2,

PTMG 5 EAMG AU 54 L3 HARR fUZ e 175 S 1]
B AR TE PR AE S E 24 hopy S B 5 R
AR IR BR T 2, LB R T R
SSEAILR , PR I, T2 A o O i BEL T e A 45 5 S o e
PRBAE 2RI A R . SR, PTMG — A i 1R
JE S R T S 2 BTSN AL TR S T B A

« 82 -



2024,51(1)

Wk, 45 EAENLIC ) 1 SRR 5 ik Ji

http://www.jinn.org.cn

FEAE T SRR R R B RS PR AR T A
P B Ml 5 4007 (B AEAE )2 B RV, X 76
FEMG HIEATELED S N T R EAMG Fl PTMG Y BLFE
TR INPEAT , WS R BRI S AR A AR E , B A
T UKL, AT AT AR A . BB RS MuSK AR A
BB T R AEBOR LS, (A TG AR AT AL
5 ERTEER

R P 25 TR 4 B A, T 95 A B AT AR SE 86 3h 4 v s
A5 MG HH e R 5845 DT ASE 4000 0% 1 & A= o
DTge26 /N : Tge26 /NERIEH T A e Bl I iR 41 i 27 1k
LR A FE LR P81, 3XA™ e B Ji 240 B 52 1R 5 JLTC s B
HHSED XA RN R 8 A 51 A B A BTG J1
HTE A B S S, 1 1 T 5% 4 88 2 46 ] X4 N .
@Rag2" /N G Bl B AR L (e = 36 7 M B 28 S
AR JEEZ Rag2 B X & R B0y Rk B4
I T 240 0 A B8 S 1 RE T, BRIIE , T VE RS R AR 9 Y
1 3 T DAz N RS, F TR A28 s
ARG SF RN DIRE . @FVB/N /N : FVB/N /N EUGT
T A G T A A e e A AR TR, FE S T
TR G 25T A3 832 1, 76 0 2 L PR Bk &5 2 A
BAI il A B TR LR 55 NG 1 AL, nTHR 5
i 2 UL PR A2 38 B AR DX 1 I A
6 AWYFESER

— L2y, QI 9 7 D o ) 2 R B )
A LATE SR N 51 % AChR ZHAEVEE , M A5 48 MG (1)

SO Z L W5 B MG R R A A R £ R R
OAEE S B 5 N MG A E 21 X B T A2k
TRIVSIZ 365 P G 17 B0 40 22 R A AR e 3t Ae & B RIER B O T
225 . QFF Fsh kA8 5% vl fE 51 & 48 BH ) 8, L H:
STV KSR ) A B e M . PR, e
73X SEBHF SIS, WA ZF0 AN 7™ A% 1) 4 R AR v R 20 90 A 1 £
PRt . MG A7 Bl 40 MG AR 1Y = TSR YR 7 A 5 0 i A
AT BB I e BE DR /N BRSO L 3R L X SE s ) 1)
G I RGEAZ BRI AL R A5, XRS5 A
RGERGNE AR ES
7 MGBVIEAXERKEDYIEER

W FRERLYE MG B ST A3 8 TR . i T
Az PRI S 958 72 G S 200 N2, TR] I 3 A2 781 g f 41 {1t o
BLS P R B o BRI, 25 R B A RS HE ) L, A A
TR B 1 AR 5 M A R
8 {RHMBEL

TR N PR EE 1 5 2 M, L A Sl 200 B 1 7 2
YIRS MG 5 B BRI 32 3 T RS . 5 — i,
PRAMELAL N B35 L3 ) e RU R D RE SN 5 A SRRk 1Y)
P g T R R VC B, 8 005 AR S 2 ) T 4 o o R A s
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HERAER . TR AR LU BIFST NMJ (14 {g
J3E % R 28 LA s B B AL T ML s, OF AR R kAT
W E . NI R ZRET AN T LAk A £ Fh 40 a2k
I, A3 HE SKM 41 it F132 35 #4122 5T (motor neurons, MN) 4
M. AL RE T 4 AT LR A RS A i
BRAG, X 3 A R S 2 AR R AT s A I 2
YT AL T S A e

1) FE N T 48 L SF U5 f MIN i Sk 48 i 2 7 f4 14 4k
INLJ R 1R ] el e A1) B de e 3L it % 7 e b o A ) O 2
RS, BRI, I AR R Gtk i R AL . Rk, T
— ARSI MG BT 1 409 A G2 20, A B b P 0 ) 5 A
PERIEASE . IF HLW ARSI MG AR v iE— 25 1 5 140
JtL, A JH S A 1) 5 ik PR P A B M e RAVEVE L A0
2 5 I R L5 2 11 995 BRARRAE 209l 28 ok 200 i 2 2L
Reich Bk BUR fIR £ K.
8.1 ZH{ksMER

PRAMEERLAE (R 7 NMJ A5 RL Hoi A MG B3 1gG R &5
A PR AMA T A IS R AL MG i BE . MN T SkM 4 iy
(1) 05 FR R 2R 0T DAFEAR A ST L 7 AR A o ) AL AN 5 T
VR NMIRERI A (1R 5D NMJ AR JE: MN Al SkM
AL 3R . deE B O vk R AT B e R 3% R LA
FIMN ELHERE Tt Y 07 5O 4R, MN i H il 28 5 L4
JRUTE B S BE M (0 NMJ . 3 86 2D K5 F5 580 1) 32 B4R
AFXF TRT BE. A RSP 2H A4 RS, P A ORI B 42 1l 43 B 240 i
FEAS TR HRRAES S BORP T P R TR B S R AT
PR 2 LA S I AEME NMJ BOFE R, I SRV AT AR X
AT

H NMJ AH L =2 52 S i 5 e = AR 3 NMY R JE
A RE HBUMDIRETT R . o A BJE Ak Bz
FERNFAAE ) = 4R 2, X AL TR ok 1 LAt 4 2 L 9 £
5 T 5 20 A TR A A AR S R 5 SRR R Hh SkM
FIMN 4 NMJs 76 2D 15 3% P BEHLIE B, X 90 17 4 Hr
(14932 2h By 1Y) B 5, BT RS A ) T R o, PR T
ATEEN RGERISLEE ™ . NMJ ) =4 42U R v iR
TOxX S PR I T A R NMJ AT S Rl AR AR
H 3D A Fh N 5% 0 A7 — S 8 7 sl ok A0 456 ¥ LA = 30
MDA HEAT Sl T . A, — S8 AT ik AR
GTE 3D AT A K . PR, AR SRR R B, A X B
HREFLE (4 43 HT , GRS ] R4 SR b B2 Y
8.2 =#E{ksMERI

SYERAMRR Y KR IR L AR B R A Bt
TERERT AN AR A8 i (YRR T G NMI R e = =
AT v 440 5 4 R0 5 0 i A/ R B A ELAE
AR LR BRI R A — AR G AR B 6

5 2 AR L, 5 SKM LR SR = 4k MN BR A
BT il 28 K B AN MIN B0 #AAR 75 11 SMI32 1 2 3k, i
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MN [ AETE s T WU 1 RE R S5 K AT BE L #8578 T MN A
SKM 7 = 4L B IR R R b i B RIVE T . A, 7E = 4E A
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