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PG D 5 0 BT A0 MR R 1 A e R EE L G AL
K (anti-myelin oligodendrocyte glycoprotein-IgG,
MOG-1gG) K H (MOG-1gG  associated disor-
ders, MOGAD) & 3L 4F 2 H B — Ff 5 22 4 5 1Y
Hr X P 242 R Bt (central nervous system, CNS) % 1
It 6 5 < s . H AT OF 5T 8. MOG-1gG Al BE J2
MOGAD B0 ST 7K, MOGAD 2 ATF T £ %
PG AL (multiple sclerosis, MS) F1A0 f# 22 5§64 ik
Z P& K5 (neuromyelitis optica spectrum disorder,
NMOSD) i3l 255 1 . MOGAD 78 JL# K 95 %
B M 2E BB R MOGAD ]y BA 5
BORRER , B BE R A FE A 4 R (optic neuritis.,
OND | i 5Bl ¢ i 1 Fili 58 1 58 98 55 . W B B
R CF LR ER " IRIT MOGAD A 5. H 8%
W BUBCR AR N RAE . 28 MOGAD 3%
T B w0 o0 ist P AR

2018 4F, [ Pr L2 HH B (MOG Jiki 4 i 5 12 Wi
R A6 2 52 3L )M HICMOG-1gG A X6 95 9
4 0032 7 A 04 ) A MOGAD s Sk — Fif g
SR

1 MOGAD Hy#E &

BEAEWESE 8 MOGAD 5 MS Hil 2 M 35 #itk:
JIi & 4 ¢ (acute disseminated encephalomyelitis,
ADEM) £f 75 — & A &P . 3T 4F BF 5% &
MOGAD T Ifil 3 $T 7K 38 36 8 FH-4 HLiA (anti-aqua-
porin-4 antibody, AQP4-1gG) FH 4 ) NMOSD Fi
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M ON HpsE g WS (0 H R JE— Rl &
P M B BE ¥ ¥ N Cidiopathic inflammatory
demyelinating diseases, IIDDs) 7] % $§f MOGAD
MR R CE D AT R AEAR . MOGAD BE
A AF A R S A MS, AQP4-1gG [ 5 NMOSD,
ADEM W2 Wrs i, ] 3 3124 Jmy BR M 9 ON Al
BB A B8R (transverse myelitis, TM) . [E N 4k
SHXT MOGAD ) 29185 &k 8L, MOGAD H A
X5 F HoAth TIDDs A1 PRAFAE » H MOG-1gG 1 i
5 MOGAD Jj 1 ™ B R B AR ST, 5 B4 A 52
I MOGAD A7 2R [ G s Bk AR L e Ab,
B2  45 LR S MOG-1gG & — Fl 0 P 4t
A T = Y O 4k & 1 55 0 3 R0 B B 8 T
RiEH ,MOGAD 5 MS,NMOSD % 77 75 A & 1 %
S pIL

2 MOGAD Iifg R &R I #0547 8

MOGAD B kbl 1: 2~1+ 1,
HP] A R s W AL AR 4 d B
4 AN KR . MOGAD nf 2 sk & & . = &
FAT A B R AR, MOGAD 4t al )iz B &
CNS, i R E I 2, A5 ON il 5 fili 4% . fiki —+ M
RVEBER SR, AT Ry SR B DL R AR Y 2 A 2
Gre X BORE R Y BN TR OE A N M 1R
e
2.1 EARERAMERERXYE MOGAD 7FJL#E
A AR L, A LB, JLE A S MOG-
IgG BH M He ] (40 %0 &5 F IR A BAFI (29 %) R A
BAFI (22 %), Ak, MOGAD Iifi IR 25 B8 £F 75 4F
WA OC M e ik, JLE 2 R 8 ADEM 3k Al
(ADEM,ADEM #{ % ON, Z i} 4] ADEM A1 figi
2, ML 2 3R B R W0 284 6 = 8 CON, 1 B
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AOP4-LgGlAM:

H MOG . B 5 /0 28 B ST 40 B S 2R 11, 8 1~ 2 [ s MOGAD . HU 45 /0 28 B 53 40 M 68 2 DU R AH G 9e 0 . ]l 2~6 .38 1~2 A MS: £
KM AL , NMOSD: 8 28 % 8 28 335 3R 2205 - AQPA-1gG: HU /KB 16 2 -4 $ifk , ADEM: 2 HEREHCPE i B84 . 2% 2 [ ON il pp 42 58, [/

6.2 1~2 [ TM. B BB BE % . % 1 [ ; NMDA: N-F 3£-D- R & H iR

B 1 MOGAD 5 H Al TIDDs 75 Ifi /R 2 BL 5 i /Y 56 R s & &

R R+ filg

2.2 RS E

2.2.1 ON:ON J& MOGAD % % UL Il R 4350
FE AR B3 T LA 28 B R R AT gk 906t T BB
Lo I A 2 B 2.8 ~ 1 0.8 2
] MOGAD A2 ON(MOGAD-ON)
HH VR L] S8 B R B IR R S L A RIR
HEE 96 5 22tk 400 0 IR s XU HR L A7 220 e L L
R 0,58 AR L RO L OB B . R R AL AT
UM AR 25, R 1) 2 M 22 i B, T O A K
P2 W (90 %) . MOGAD-ON ¥ & I HR IE 45 45 41
Nz B, A E R, 540, MOGAD f#
HAR AR oK ], T e A 2SR ON,
MS.NMOSD 3 1 ON, ¢ # 2 K 4z, H Al b
AR E 25 4 2l 2 3z B2, MOGAD-ON 19 55
— R E R R, B R AW R
£ ON 1 MOG-1gG FH M8 % W=, #F5% &
R sMOGAD Ht ON & & 55 @8 (64 %6)  HIR A&
BER (50%) , [ B EA ON FH 88 4 (1 MOGAD
FAR ALY LE B H R R TH (P <
0. 05) FH4E L A (P <C0. 057", MOGAD-ON
1440 2y BE U5 g

2.2.2 RSN 48 - 1o A R A S 8 AR A, R
B A DA A AT Sk BICE SO & F J MOGAD
F8 5 DL G 8 i R L T B A R AR A
WFgT 45 B B s, MOGAD W 31 5 0 1 e ) 35

10. 396 ~24. 026102555 R 43 LUK 4 1 & JE IR
sAERAED R, 12200 MOGAD B3 AR
T 2 100 M 252 SR R I, A S T O K v R i B
PR 5550 A7 76 Il I R R B MOGAD # &
FF 151 4 FE T 75 . ik A (cerebrospinal fluid, CSF)
F 4 nl #Ead 100 X 10° /L, I £ BE CSF &8 K
SRR B A & A MOGAD f 3 fisi i
I RT A 8 R B0,

2.2.3 BT MR 30% 89 MOGAD I H 38 s -+ fii
RFI, MOGAD Jisi T Wi 4 (9 5 R AL 5 0F Wz T e
U T [ R O R R R A A R L
R ot 228 JBR SR R 522 400 L MR 5K R 0 A (] 28 R LR85 T
UEZY N N & Y N N B N
A A TR T MR 6 A B s G A
B9 722 (R AR A TR

2.2.4 HHER.MOGAD HBLHEHE R H KA
20%~30% ., MOGAD #HH#ER n] K75 Btk TM,
0] DL B S AR, T IR = ) L B R 1
ARG A RO ReE R, EAMHFR A R s,
MOGAD ¥ 5 2 I MRS A R 45 W, B8R 5
A BR B A5 2 UL /s A R e

2.2.5 HABFRBEE . B MOGAD % 1 I 58 ¥4
(E8E 3 WINE SN 8 8P & T A -l I N
ZANASF G PR R B . G 0% 20 2k A R R AR
AT A0 A IR R RN R A 5 A
Y A B R AR
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MOG-1gG 7& H il 58 5 P % 9 v 75 AT 98 ks DUl
B, 5 5t N-H DK & & R (N-methyl-D-
aspartic acid, NMDA) 3z #& ¢ & 3t BH . MOG-
IgG FAPE BT NMDA 52 44 igi 48 58 25 % 80 3% F # 5
BREE IR YT RN R4,

3 XRENRSE

3.1 MOG-IgG #& il MOG-IgG & MOGAD f#
LW EY e S Y. A TIDDs #3415 F1 (a0
CSF MOG-1gG FHEZR2 0 6% . H il E bR 10
MOG-IgG £ il 77 1 /2 40 e 15 (cell-based assay.,
CBA), MOG #t g4 4K A MOG., [F i
HWAEH Fe fe 50 = Ht, DLt 5 IgM Rl IgA 4t
kAR, T MOG-1gG 1E 4N & 177 A= L ik
L5 2 T A AR TR A . CSE RS I A 42 43t %h 52
fFE

HETA R . MOG-1gG BH M 1 1If IR 3 SCR 25 &
B IR R HAT MR E. WEREAFS
MOGAD % WL A 2 59, #2306l FAS [7] B9 CBA 46
T 75 % BHPE it 3 A i E AT EE R, DR IR A
W5 3 AR B R e XU e b, %8 T NMOSD
5 MOGAD it IR 4E AR (49 48 1P, 3 38 %5 57 A
AQP4-1gG M Ay NMOSD £ # #4717 MOG-
IgG K,

ME MOG-TgG i BE 5 %< i 16 3l 1% 40 ¢, 78
YR e P SO L R e TR R 5 A L T MOG-
TgG i B b 5538 97 R A AH O, BB 3 48 e e 4 il =k
I3 B e A I7 5 L B R B . 84 MOGAD f#
N PR R R . MOG-1gG Al T i R K &2 5 T
TS, X I R = B BE MOGAD i
MOG-1gG I Sk B 4 5B &, 8 U AE 2Pk R B,
KR T B T0) B 0 Bl e B R S 1~3 N H &
BRI,

I3 MOG-1gG i £ 7K “F- 725 4k 5 it IR 9 72 AH
XK. MOG-1gG FrE FH B9 MOGAD # # 8 n] fig
I R AR LT MOG HU A BE T 5 200
ARG S IR IR 9T W R0 MOG-1gG W] §%
1R 9, B, #9 MOGAD B # ZW)E 6 1
A1 4R E A MOG-1gG, LLg Si697
3.2 CSF#Z MOGAD H# CSF % MK A 15
Fr Al IE .50 % # % CSF w40 i 3 %0>5 < 10°/
L, CSF & HK WA A& . 1028 MOGAD f#
#F 1gG BE 78 B XA PHPE

4 BEEWRE

CT % MOGAD 2 Wi (B A7 B . 8 i 4 22 16 IR
HEAT MRI #6545,
4.1 MRI®EFZE
4. 1.1 J#8 MRI: HE 77 5 #L MRI P45 in 3 52 45
L SEH S BB T1/T2/FLAIR #l DWI 14 4
T, 1O 1 A R T T R R T T AR
4.1.2 HBEMAMZ MRI: i T4 56 700 f 2 30
K AVIREE I L AR — 8 MR T A B R
MRI Z: 8, WP 28 A5 7 224 40 3 5 7 0 42 f
BE RS AE R T I R L g AR, HERE T R
1 FEER T T1/ T2 5, 19 58 5 % W 1w B s fR i Tl
B AEFEMTEEEZZE 2 mm) ., HWERAT. 5
T1 HERT ZENE . B8 MRI 477 7 19 KR T
T1/T2 A& UL KR T e 75 Be i Wi T2 4%, 35 )5
WA OO T T1 AR 414 .
4.2 MRI ®I 5 MS LI K& NMOSD I %,
MOGAD fift = Jj5 3 R 5P 19 5245 R B0, 2Lk H Ar
SCHRHZIE 1Y) MRI RFAE 4% B BB 647 M3k
4.2.1 MMz BREGRZ W AR A; KB
Wkt 22 L, KB 20 mm 22 A PR 2 BRI L i
SR W AN B A AR XU 2 0L (A 2)

B 2 MOGAD H & Pt 2 MR K A #0719 38 T1 1% 2R
9 kb B T A R A 2 R B 4 A R O 45, P 2 B ML R B
1414

4.2.2 Sk AR AT AT MS BA R L
i 2 55 140 X Ak 22 DL B 2 L e L o A
£ MOGAD B A AH X RE 5P L 0k kb 7R\ 0 7 ik A
P N BRI T NS 2 R R L k4
KRB IEBE k. KO kb w28 0L F 0 46 4
M b MR A — B E AN £, R AR A 80T
S A6 o e S AR A I AT R A b

(&3,
4.2.3 BT BT BOR T B kb Y BL



o S G I R S A 2

452020 4£ 3 HEE 27 %55 2 ] Chin J Neuroimmunol & Neurol 2020, Vol. 27, No. 2 e 89 -«

B 3 MOGAD 83 ki MRI A o] WGkl 2 B4 L&l miE S 2

2R AT S A A B R R/ B R T

CAD DR HEC AT 788 CB) o W i () Z 0¥t B D00 /0 i 60 A = 98 3 390 (DD I CED A B B A 552 5t A 4 AU A ()

o Sk ARG 22 L, 8 BT T ke ) L A A e e B
BERAR . A A R e I [ o L (P 4)

B 4 MOGAD B &% 86 MRI ¥ 2 ] UL 5k 56 Iz B 86 £k
A5 B A CA) e kT 2 % B (B)
5 BREKME
5.1 BRIE®RZT MOGAD &0l &3 8 F M

AR/ L3k 2 /A0 I i (&L 5) T A 4 e I E H
MIBKSE ON B L5/ 0L, #E K Ik i i e H ™
B@%%Athf)mﬁ%w:thmﬁ%ﬂ il 9 2 A2 2, K
Ji iR, K 2 B8 E TS B AL s i 2 2
A IR e 2T 2 R AR

B 5 MOGAD 3% 2k 3 TR S #6 # 7] % 91
EERUE N

Rk AL

5.2 B MOGAD B# 2 E LB 46/, sy

St Z R By E e Do B i . (HEE

JiE SR IT AN B I R S L R A

5.3 #13iH& B AL (visual evoked potential, VEP)
2YERAMEW B T2 ON BN, VEP R I &,

P100 I W8 AR 01 A 3R 41 s B3 I 7 B2 5 o 6 32 BB

) ™ R R AR ST

5.4 St=48 T # = 3 (optical coherence tomo-

graphy,OCT) Bk MOGAD-ON K1 3 fig % V9 B
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6 — 1] 31 % B MOGAD-ON H# B HOLEF 18 . 2014 4F 3 A & 2018 4F 5 A PR A2 IR 1130 ONLIGI7 I W0 BF BE AR B 1E 8 5 47 TR AL

WP d IE %

BALT NMOSD-ON , SR 1115 194 5 76 40 it 22 25 4 451 43
FHH L % 2% 5 MOGAD-ON # % 2t & 1
Jo 2 JE AL O e 22 4 4 )2 (peripapillary
retinal nerve fiber layer, pRNFL) K 4 % 55 241 Jfg-
AR 2 & & 1K (ganglion cell/inner plexiform,
GCIP) B A8 3, 4k, i T MOGAD-ON B
ATy B 52 OB 1Y I pRNFL A 728 3 i
B AR MOGAD-ON 778 i B 1 00 4
SFEMING W B FH T Re AL i, £ 20 B
HERFIEH SRR M2 rh J0AG I Db 22 27 48 2
ARF X — B 7 NMOSD-ON & # ok I
i,

BLA— B 31 % J 1 MOGAD-ON & # I F}
KA 45 RoR 0 (& 6~9) . % #H 2014 4F 3 H /&2
IR ONLIRIT G M) 1.0, P BF B AR &2 1F %
(B 6), AT IR AL EF Sz OCT £ A 34 1E 8 (& 6~
7)32018 4F 5 H PR ZEIRIL I T Beit 2 167 Ja R
SBUIRA ) 1.0, LB IE (8 6) L8R 1 OCT R
A7 IR Bl 22 2F 2 22 5L BE 45 2014 4F i AR M (R D)
MRS B IR A8 45 11 (8] &), A5 TR VEP i £ .
60 £k i BEAEIR 15 BE 5 ks H RE AR R SCRERL A
ZRERE U (18 9) o HRFHAG AR iy A « (D BLEF T
#1Z . Humphery field analyzer :STATPAC , Allergan
Humphrey, San Leando, Calif, (2) OCT # 5 ;. HD-
OCT with EDImode: Heidelberg Engineering, Hei-
delberg, Germany, (3)HR H 4 ¥ i2 W R 4. RETI-
Port/Scan 21, Germany,

AR AEHR
7 —f 31 % B MOGAD-ON B %1 OCT & :2014
AR OCT A IEH ,2018 4E 5 A OCT Wi A7 IR #h 48 27 4 J2
JERERE 2014 4T 1 F AR

AR JEHR
B 8 —fl 31 %% MOGAD-ON £ # iy iR JiE % I8 (2018
A5 7D R SN B



o [ RS G S A 85 2 2 i 2020 4F 3 HEE 27 %555 2 81 Chin J Neuroimmunol &. Neurol 2020, Vol. 27, No. 2 e 91 -

1-60 min
1-0z. 10V/Div

20

,20,
T v T T
ms -50 0 50 100 150 200
3 -15 min
]1-0z, 10pV/Div
|
20
10
100
3 04 oD N\—~—""N75 ——
1SFETi s o
wi! Sn13s
-20
T
ms -50 50 100 150 200

N s . AiliR
W VEP MUSE 75 K LAz, 36 1 [,

1-60 min

1-0z, 10pV/Div

20

100

L (OSWNH

N135

T T T T 1
50 100 150 200 250

3 -15 min

“]1-0z, 10uV/Div

20

2 (0s)

-20

ms -50 0 50 100 150 200 ;;0

el

B 9 —fl31 %8 MOGAD-ON B& R VEP E (2018 45 5 A) AR 60 B 5 A% rf BF ZE3R , 15 BF 5 A% T 43R ; A2 R 60 I 15 &

i 4 T i R

Fz1 PEEFRAEYY MOGAD 2 Wibs i

545 LAR A b ofe

(D AR MOG S #4705 2408 12346 I 1 3 MOG-1gG FH

(DOIKRA FTIFERZ — A G : OON, A 518 5 At 5 M i 25 48 s @ TM ; O Bili 4 uk ik I fisi ¢ 5 @ i T ini 5
(3) 5 CNS B H1 6 19 MR 5k i A 3 (PRS2 M ON S (19 VEP) 6 A 45 5

COHEBR HoA 2 W7

T B R RS T AT BEAEAE MOG-1gG %8 BHPE B MOG-1gG 5 5 09 588, IR b FAA e AR SR R B s e SR 2 IR A
[F) 200 Jf 92 4 I SR A MOG-1gG BHME ) 838, B2 Wi o “ 1T e MOGAD” ; CNS: AR #1 & R 5

H a7, XFF MOGAD g 3 H A #0258 an €458 Fl
Yo Eb SRR T A AR Ak 14 BB = R DG I R 9 TR B

6 MOGAD i2 i

6.1 SWTERM 7 JCRFAEME 0 I R RE R T DL B
$&78 MOGAD 2. eIl MOG-1gG BH 1% FE fif
e DA S RITI R 2 3 R MK 25 6 Al B A A L R ]
il - 0 R AN S g A A R B2 W . TR R
HeBR Ho Mg vl BE . I, R b AN AF 52 4 42

T2 Wb U L 43 4832 9 0 B A 44 8 MOG
o 5 A 2 7 R MOG-1gG MBI, BN &
5% Lk Wiks i B T 3 E MOGAD #fi %
BWIARIE R I (E D,

6.2 XJ2Hr [R5 % WA IIDDs 4 MS
NMOSD #4175 sS55I (R 2) , 05 55 fi & 45
¥ GG RE E R S A AR | Leber 3% 1
A 2055 48 LA R A28 (1 ZE R L CNS Ik LR | i
Jisg S5 958 9 ) ok R P Ao 2 R G g g A A e
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%2 MOGAD 5 MS F1 NMOSD [ 4 5132 -+
Eizk MS AQP4-1gG FHE NMOSD MOGAD
EWkREY CSF 5E i b DXl B 1% AQP4-IgG FATE 1Y MOG-1gG B
& 5 311 9:1~8:1 2:1~1:1
U e A 20~30 % 20~40 % JLE 8 RN L
i i 52 O i R B 1 e 7 B B R T (£ ) FAR A R O R BN OND
I PR 2 B ON. & 88 & M+ 30/ i iE ONVHE#ER G KL A 1E . M T 454 ADEM #: £ % (ADEM, £ 4§ ADEM, ADEM-
RN Dy RE R AT R R R R Mg M Bl S M A N ZR A AR, BB ONGIAR BM B ik R, Bl W dh e B R R
Al MS ST g X 11 55 AR NMOSD i 78 Jigq 5 55 %k 1) s 348 ik bk CON VB 2 ) 58I+ i ¢
ON i 2 W, XU Bl B, L 22 XU B B AR D RS L AR K
I35 MRI 2% H B L O 2 55 I8 B I AL SO KA A MS FRAE 2 K IR R AL BE IR TR L T
JZ2 F ) .6 mm 4, O IA RN S = YR A =3 R A W N SR W, B R = S W UE:
JE LA (T1 4R Joss L IR 15 i J 588 Ak,
55 A 2 AL
86 MRI ST B L O 0 KT B kR YN L R 3 AN ME AR e Y B kb B R RT 0 o sl R A, B
B sk T NS / 0t Ay AR X o 5 A o R
WA MRT 487 Bos & Kb (K FRMEH 1/2) MM AR KW TS 1/2) 000 257 Btk
B A8 S L
CSF (4 B (<50 % 8 #) HWUILC>T0% BE) WILC>T0% B E)
W
BT B R 18 5 5 G 25 410 11 3R B A1) 1 71
W5 a5 P I A G kR, SmE L EMEENKEAR  BURRM ., RAERKE B 550 B ¥k kAR
KA & WA 2%

1 . CSF . i B
7 MOGAD HIi&Jr

H T MOGAD ¥R 97 W 58 £ i A7 BR IR 97 HE77 2
e H —LL/NEAS | [ 5, - B AR BB S
Mg 25, Bk, MOGAD A7 48— 897 J7 ik
BT L ZIGRRR T 4R M R A 2 L. MOGAD
MIRYT 4 A A PER Y T R IR
7.1 RMHRT  EEAY TR AR K
TR S BR 2 M (intravenous immunoglobulin,
1VIg) A ifiL 3¢ & #t (plasma exchange,PE),
711 R (DR B R FIBIT A BT 2k
W MOGAD B3 b 22 DI REVR 5 . 75 2 A [l Jost
I BB FE P A BRI 50 %6 ~90 %0 (2) HERE
FHBE R i by, 220 B B s /N R R AR . L
AWk 1 g #IkES 1 W/d. 3 3~5 d; B
Y L R R JE AR 60 mg TR 1 YR/ ds b & v 4
M 30~40 mg/d W, 4K 5 b 2 410 ) 0 B Rtk 12
28, 80 g v R R, g 2 R k5
mg. & 10~15 mg Mk, 1 &/d, K 4E+r, — B 4
Fre A= 1A, JLEE R R & B ke e ik
HH 20~30 mg/(kg « d) . &% WA T E B B 05

., (D EBEFI . H 5 MOGAD ## Xt Rk
1, P et ok R TP AT BT RO . XX AR AR
P RS IR T 5 s R B A
7.1.2  IVIg: fif % Ath 7 B 59 520 19 3R 97 5
it o XoF R 2 8 b R T T AL ZE 1 MOGAD f#
HLRH IVIgiRYr. ik 0.4 g/(kg » &), #EE
H5dRh 1T,

7.1.3 PE:.PE AIRER MR M IVIg i6I7 RIKE 1Y
—ANBEFE . NREA I 5T R 6 R IR YT A
MOGAD B #17 PE J5 W/n 8 R i w s, |
— S RE M D) RE U T . #UAT PE IR
JP5~T7 W B EBIM K 1~2 L. i KD 6k G
PE 5 IVIg [AIEHfi .

7.2 ZBBEET X TOHBE Rk MOGAD
S N AT 2 AR WA T B R IR YT R TR R AR
1) MOGAD #5215 5 2 ] 50 8 W 3R 97 A
HE— PSR, T B R H 2 B RIS R E
MOG-1IgG 7 B F1 BH M F5 22 1) [8) 55 28 A 3P4l . A
IFi) G 58 25 W), AL 45 /0N 00 B R L A e I | o
2 W IR R 2 BT R R S A T RE 4 RIS
MOGAD 35 B & % KB 55 0 02 iR y7 Ff 2k 3
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AL, HXT MS H R 5% 8 BRI 25 )
(disease modifying therapy, DMT) , il + 4 & -B. B
TR A% B B RIIR At 2R B 4T 45 AT BE X MOGAD
TR,
7.2.1 NIRRT (DEFEEW . WA
ZA™ A1 B B S B /N U R R R T gD
MOGAD & &3, [6 B, fff % NMOSD % H
o PRI IS IT 2 3, /N o S R IR At e
MR 25T el B AR AR L (O HERE
AW 10~15 mg/d BTk JE S ol A 45 24 i 0 HoAl
AR Z . BT aTE AT 3 4 H BB 2 LR
SEARYT I ) TR I A PR SO/ R
HeFFIRIT N 6 AN
7.2.2 BRMEISERS . (1) HERE R L . R S A AT e ek
> MOGAD & %, Jt H 5 /b #| & # & B & N
FHETS (O 4R i 2~3 mg/ (kg » )
PR B A 1 R IR JE WS (R T B 0. 75 mg/ (kg »
DI, — T B AL (4~5 A H D) Kk e i
W /N A R
7.2.3  WEEEH WG (D HER B W 2y Yt
MOGAD J7 8% w4 A B . A7 W58 42 78 1 22 2% 1 g
R BB IR TT LT 850 SR X B AR AR R
U S . FR T 2 W IR A A H A g
Feor AL, P IR A 1 Uk 2 P T B 1 s,
O HEFTNE AN 1~1.5 ¢/d Ak,
7.2.4  FIZE BB (D HER B U /INEAS BEBF 53 4
78 533% ~100% i) MOGAD H 3% xf ] % B4 A
JEA R () HERE L A 5k ok Bt
—, BT H 5 o2 AR R A 375 mg/m’ A
Rl 1 R 15 RO EIKES . Ko EH
FIZ B APAIT IS Bk 40T s T 485 6 A
A Bk 20 R F A T HEAT AR 2 P RIARYT .
7.2.5  HABZG Wy SRS T 32 PR AL A A% B
I 35 T AS BB Tiid 32 B mee M2 M4 B FH) % 22 % 2% A A1
B ERE . A 0F o0 o X 3 T 2 Y B IR 9T Y 6
il MOGAD #8235 #4748 & B, b 5 491 O K5 s
HREN . MR 15 me/ R 805 /R R
A, AR 7 ) MOGAD 88 % 52 F 2 ]
Witk TVIg A ¥7 #EAT Mg, Hoh 4 il B &2 &MY,
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