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[ Abstract]
Alzheimer’s disease (AD). Thus A B is one of main targets in the therapeutic explorations for AD.

It is widely believed that amyloid B-protein (AB) plays a core role in the pathogenesis of

Currently, clearance of A B by passive immunotherapy is an important strategy for the treatment of AD.
However, no consistent conclusions have been obtained from various clinical trails. We summarize the
current situations of A (3 -directed passive immunotherapy for AD, and speculate that the failure of A -
directed passive immunotherapy for AD may be related to the intrinsic characteristics of A B - IgG
glycosylation. Therefore, modifications of N - glycosylation on the Fc¢ domain of A B -IgG and using a

sequential administration mode of proinflammation-antiinflammation may be an effective strategy for passive

immunotherapy for AD.

[Key words] Alzheimer disease;

Amyloid beta-peptides;

Immunization, passive; Review

This study was supported by the Science and Technology Projects of Guizhou Province, China

[No. (2018) 4615-2].
Conflicts of interest: none declared

BT IR % U SR (A D) 2 2 A i 2R 1) I I
B N 12 i Ak ) 1 HL RO R 5 2R T R g
Hur7E 3 E 65 2 DL - AR 1 BR8N 3.21%
294 6 x 10° 6] & 3, BUE 2 2020 47, B A FOK %8
8 x 10°1 o 7 3% [¥ 4 R BE K v, Bl /R 2 IAF 3R 9% 7
Ve 6, M AE65 % LA B AFFAE I (7 Jm 55 5, 1 L1
10 A% 47 8], 38 [ fo 4 o L JUE 55 0 471 i 9 B8 1~ %

doi:10.3969/j.issn.1672-6731.2019.12.014
FETH SN ARG R E [T H 5 B RS R (2018)
4615-2]
% BT : 550004 5% FH, 5% S FL K27 i B2 e e 22 9 R
EIRVEH : B HL, Email : hedian@gme.edu.cn

SN (R R R R B B JR R U SRS AE T SR H) 4
T 719 . [RRE R E Y BT R P B o R R
IRARZE SR, B 28 JFOR 19 4 OB 58 8 (7 BR T =
SO, R ANBORNBE N, oy iR . R
I, B 697 7 AT A5 B8 A X RE IR 9T )2 16, R &
W2 Wy B =, iR 15 2 7 B DR A A A5 T 97 4 it
BIT TS . HATRFZE N, Bl 48 0 i A1 B -VE B A 2R
FCAR) DT FAE PN 2o 8 R 4K tau 85 TR WA A 22
27 YE G55 (NFTs ) A BT 7R 2 5 R 119 3 S g J 27
fiE, Hod A BRI 1302 32 B AL ) 27 06, At )2 B
MR YT o BRI, R B AT (MCD) (B /R 2%
Vi SR 9 I DR T A I DR T 1 ML A9 5 AT e 23 TR



. 988 - HE P R A AR 2019 4F 12 A 55 19555 12

Chin J Contemp Neurol Neurosurg, December 2019, Vol. 19, No. 12

Z H Ao DR, DR 0k 5 [ ) 50 3 0 A AT 5% 9T - BT UK 2 Vg
PR 27 2 (NIA-AA) 2011 458 A 1912 W b E 485
FE I AT 1) BT % 1 BROG 2E ) 22 A AR A b A AR G R
Y 2F b i W A O FE 2018 A AR A 8T Y A
FEHEBR AN H S T P ABSE X H B IR % T BR G %
SR, HLE— 50 ABYE R LT M AE W2 E bR R
FEHG I WP i L AR AL G R-TE B FE
RUAARZE 11 (APP) 8 B-Fly- 43 006 il 7K A JIF 7= A= 1 4
39 ~43 DR Z R, AR E UL AR
U AR ABw, LA AR M BE MR f IR, 5 AL, 2
BT R 2 U RO 1 A% 00 BUR W 3 5 AR BRI T A K
BT BT ESE AR R G E— L RAETE K ABEF
HEURL T B 4 00 M Ak, 51 R R 4 T 58 ik T RE B RS
tau 25 1152 8 AR 1k -4k & R N, 5 30 48 DT A
T2 AR RAER . TR AR RIAE AR
AR i AR v = A Y i L e A v AR
I, B AT G 20 20 A B 235 K Mk B 1k H i 191 B AR
I BT IR 2 it R 1) B L SR, U LR R R AT AR
% NGRS R IEVE PSS 57N r

— big-TEMAEE M A Sk

BT 7R 18 S R Ak Bl AR N B AR ZE B AR H B
ik, S E BN, P AR H B hiik 5 BT
IR DU BRSO R A A %, TR e A of BB AN I BT A B
B S B ARAH dF I T ORI R 5, (K 2838 5 5F
FARAG W A — SOk g R o, s Z 5O g E
S BT IR P Vg B RR I U B BT AR A B T i K
AR R (e e R, 4R L AR A B PR -
fIC T BB 2 3 BUIK 41 20 A BIE BRI /D A2 1 B IR 2% 6 R
iR A5 R R TR O SR, Y Ah— Se I R 4 e
W5 42 AH 2, 48 H BT 2R it B B TS Bt AR A &
PUR KT 5 IRl g Fle A HEOF JC W 3 22 5, SR 1Y
FAETCRTRAE T 1 X R 5 S5 18 57 A A 1Y
JEL TR, AT RE 55 AN [ I R F 5% T SR A AR DN 3% A e
o 0 B LA TR SO [ 06, BT AR A B HL iR 7
AN I R T LA B RS AE A IR AT DA R - B AR 2
B IE A TE B R RDIR S 4T A H B P ik
PEATAG I, A SR kS — B 4598 . #E— T BA
H 5% 8 2o T I A i W B 35 (LIS A) Az il By
IR PR i B R E TE B AR A BRI kAR b, I
SESR R BT JR 9 U B A R R KK TR
Xt AL, FLBUORTE B SN T RE 2 EAH G OC &R Y
R X A0 8 i BT A B B B A 4 A I 25 SR ] 22
Z R WS, ) A R R B R 2L R R[]

f9 ABPL I A BEAG I AR X6 187 T, 235 SR A7 A 3 22
5 Gruden 5 R A Bos 55 B B ARAE KBTI, X Bl
IR DU BROG BRE ILTE HBT ABas s SE IR A B PR
FERA A VAT RGN, S5 /R BT R P I BR S 4 ) 3k ik
0 T IE W R B 5 H F JE VT 45 SR ELISA ¥E 46
AT PR R B, & B 5T AB w20 M ABs - A B
UKL F 155 X BE T AB .. A B PR 5
FRAT B AR B B PUAAY H B 25 5 F 0E O BE L
Ah, T HE VTS5 O S B, BT R H i R R A1 JE
MHT AR A B PR 52238 il A Ak, BN 1 Hh Bt
AB A B UK IK T Bifl %5 78 8 A 1% 1 15 K 52 3058 i
1o 2 R AR B AR KT TN S AS [R] 22 1 Bt A K
AR T IR H X AL . B AR H B PR Tl
AL 5P AL N A 5%, Gruden % "R B, B
PR R R LT B A Bas- s H B BUIR R IR B,
T H 22 R R BB SRR T A

X Il ¥ 45 A SO P AR B Br Pk kAR b Y
WF5E 2 B, BT JK 9 it B S8 LTS B AR A BTk i
KPR R TR A B-TgG S R Ak
SF- 359 T IE R R BECE T T W B AR A B Bt
PR WA T 15 5 6 B, L HAE 65 2 DL LI
o Rl 2 S R O B S Y Bl JR I RO R AN R
M HT AR A B HUA AP BEAR Y St A, 7T RE 2 Y T
H5 ARHUIR LSS A T AL 22 i 20, AT K 1Y
AB-1gC HBELE AW, AN A ML AB-1gG R A
YKV Tt 2 A0 e 2 B AR B B LR K TR
G, WG 220 A BV Bk 6 T B, 4k /0N e I 4 i 380G, P
A fof B JR P R Kk A S R R . IR, SR AR YT
AT ) TF B8 0 32 457 T o= I8 9 25 BT A B 1 B Bt 44 X Bl
IR P B HLAT T AR o Sha %5 22 320 5 By e
fa AR N (18 ~ 30 %) I 3K 1) J7 ik D ol s 4% &2 v
JE BT R i RO SR AN N T RE AN H R AR T 3 B
Be (1 WA R 8iR )T 4 G , 52 BRI L,
BT 7R 9 T B 2H RR N R D) R R H R A 3 I B0 g
J1 H B R A P ET R B A AR N I i
PUAB A SR K P A O IR T 45 3k R AE
2019 4F JAMA Neurol X Bl 7R ¢ it BR 5 /> BRLASE 7 11
LB K B, AR A BIE R IRBT A (17 5 W 8 08 F i
ik Bt e e BR 8 1 (TVIg) ™, & W40 A I Ui 25 90 AR
F] B H0 A K S 0 iR 2H 20 A B I R 2R AT B S .

BT H 2, ANE ML 3 AR A B Bk A M ML A
Xt AR H SRR 71, FE BT IR it B 1 R S R
Ji 2o A b AR R BE 0 v AR P A (0, 3 5 4R AN



o E A 2 G 2 2019 4E 12 A S 1955 1211

Chin J Contemp Neurol Neurosurg, December 2019, Vol. 19, No. 12 . 989 .

IMLJF 25450 AR H S BT IK T LU BRI 20 21 rh AR LU
UL, A JE A R BT A SR YT iR

T B-TE R FE B R B e iR T BLR

i 22 20 ARAE ), AN WA 2 3 25 E I S g IR T
AR BRI AL ) AR, AL HE F2 2h S e (A BYE T 2
Fifr) ORIk B G g (L Bz KO S AB-1gG) Y AR
1M, 76 S PR R 1 002 31 1) B 3h 2 3R 97 ORI R
FE I AR B0 A5 2 50 UE Y, 3 B S IR T I I IR
56 7R AR B e 2R P OR RS PRI Rk
Sy AT AEAE I [, AT AR 5 DLR R A G (1) R YT B
BLad e, 52 38 7 82 52 4 s S e iR 7 i, AR A &
FRGARTT VAR © 2 Ab T 95 W I B B, T BT X AR Y
FREIRYT , MEAT FE DL 1 R Y B St A R %
B M A AE 27 g R R R L (2) 12 Wi i =
R HEE 46 K 28032 308 1912 W B S R FH BT R % it
SR 1 PR 12 W s i, A /0 kA 2= s B [ ik
HWABE "C-VL2Z & G B('C-PIB) PET J 46 I 3%
G W, B 22 22 505 AR T 58 O i B E Y B
IR PG BRI SR LN 0 2 L F ] RN AR AR IR
25U IS S ——ABEE 1. (3)FL AR v FE BT IR
B X TR A A — HL 22 AR A, 7 AR P 1)
T 5 ABHARGS &, WO a5 M ABSE R A ABLF 4k
I8 BRVE o0 A BR oAb, — H BT I 36 457 B 3R
WO , P04 R RE DU 3 DA & 452, 0 HL B A B v T X
35 19 H0 A (U Solanezumab ) A EF X #8285 v (C i) X
e R A7 B PR (AN Gantenerumab ) ¥ 5 32 55 [8] Bt 5K )
SEMR Y BT A B 22 T B BT AR (i K A S e g BR
B BRAEARMERMIN, R B RA, TS
ABIG T Z A RAETE ML A Y, e LB AR
BT P A B YT B R SR Y (HR bk
S G P BREE (1 T K AR AB-TgG Y A= 9 3% 1 7 BR
T3 B B 1 [ 05 S AR R A5

R KR S SR s 3K AR R A B-TgG R [ A
i

NEARPEERE 1A S AR, B 1gM . TgD . TgG .
TIgA Fl IgE, H i 1gG Xt — 2 53 H 1gG1 ~ 4 2 4 Fp
LT TG I T P R R BREE L
PR 456 Bt Fab FAT 25 i v Be Fe 41, Fe v BEAS
297 v K4 2R 19 N-H 3L A0 A7 15 78 BT R 3 aE ol B
FEVE A 45 o AR P AN A /5 E 7B T (ADCC) Fi
AR A 41 A BE AR T (eDe) T KT S A
JERRTE 1)@ T 2 s TR AE Wil i, 28 1M 3K 43 25 4l
Al 45 1A, Horb 959 DL b Y B4y 38 1gG, £ N

IgG1 Al 1gG2(>95%) , HH i K AR AB-1gC S EH &
W) 5 b T e 0 R A E A B SE R AR AH 4
BN R VR AR A e R 1 R R AR
P 0 B 75 R AR R o X BT R R B Bl AR R Y 0
LR, RIR AB-TgG B K S e sk s 1 HoA
FERY TR TR, B S S e Bk A 1 e oA R
JE I TR AR A 56 Hh I AR R R A
N RE PR, AS 2o 28 % Tk e G ey BR AR 1R T
FA) AT 7R 2 1 B BB I 2K AR /KF B BN F &%
REFRIR YT &, K S S e R R 5 1 AR BT R
PR BRI IRV B BRI AR N R BE A T
B I AT HE 2% B R T BR O B i AR EX R R T
BCRTEIR T IR 55 2 4 BB B 5

JUT B A i R 350 359 UE 552, 0 kv 43 e g 2K 2
FI X 502 B JR oK U RO SR N T R T A
B AN SI6 T B LA AT O, AT REIE 5 AB-TgC e E
AW A RS B A O A A R TR
R BT 5 B AR A S W K S s sk B i R
SR AB-IgG RIEE AW, I X AB-1gG W Fl Fe i BX
N - B Ak 18 48 4 R s HEAT 20 BT, 45 R O, AB-1gG
Ph1gG1 Fl 1gG2 A & s Fe b Bt N 3 A0 A& 4 LLAZ 0
A EEREE 2 3 2L R R R R 448 1 K 7 A
IR R Z «-2, 6 E R M MR IR o I KB 5T
FHT, BT R P i R s B A A A I AR A R o LOBE B
A TR 4K 1) TG K P AR F IE 8 4 B 75 (R b
S e B W SR A 08 T X If - %G 57 R ( BBB) 241X 5l
Ty FLAT TR ), % 1 R R 1K 19G BT M Rl
T A B S HEAE R I AR HE DT AR O 2 i - BE
D] L A T, 8 Ik S 8 Bk AR IR T O M B AT
fig 5 o K AR AB-TgG B 52 & W 11 [ 45 1l 5 Ak 18
i

VU AB-TgG N-H FE Ak A& M &4 NL

3 3 A A, Bl R b AR o R S R
& 4, 2 i 5 A0 A6 A Ak ML L R Sk A P § 3B it
] PR 355 DR 22 R0 T 4K A5 14 396 A0 TE 200 A1 R A 1 5%
M o TgG /2B B A% 0 B3, S H A B B0 18 1 1
B I W AR L B Ak A8 U 5 R T 2 5 e TG
5 Fe Z I EURMAE Clq W25 G, T 52 W TG 19 4= 91 1%
PERTNRE . TG W Fe i Bt €2 KA — LA 400 &5
¥, 5557 297 {7 55 BR A 45 A T8 & 3 o (N o)
I Z RIESE R, B i N- 2 1054 0 B 43 T A4k S
K 43 3, Ho o3 3 b i 45 T R L R O B L
K% 0 5 K A 3 e R0 A R T 43 Y N - 2 Tk



. 990 - o [ AR R 2 e A R

2019 4F 12 A5 19555 12 1)

Chin J Contemp Neurol Neurosurg, December 2019, Vol. 19, No. 12

b

;32.[34()@‘
o3

N-Z B cEFUm M 5 R

S 43 T N- 2 Tt e

PLIRAE 2 10 7

RS

g
A¢ B2 . Be () a6
o

VAR CL I E X L, R e 1, T
B1 N 1gG-Fe Bt N-BESE AL A& 1 45 1)

Figure 1 N-glycosylation modified structure of human IgG Fc segment.
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Figure 2 N-glycosylation modified structure and effects of human IgG Fc segment.
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Spine Summit 2020: 36th Annual Meeting of the Section on

Disorders of the Spine and Peripheral Nerves

Time: March 5-8, 2020
Venue: Lasvegas, US

Website: https://www.cns.org/

Spine Summit 2020, the 36th Annual Meeting of the Section on Disorders of the Spine and Peripheral Nerves will take place
in Lasvegas, US on March 5-8, 2020.

Meeting highlights included eight special courses, special dinner for young neurosurgeons, hands-on cadaver course, Beer and

Wine Happy Hour Debates: Orthopedic vs. Neurosurgeon, oral presentations, Charles Kuntz Scholarships, Mayfield Awards, and J.A.
N.E. Award and Thursday APRN/PA Seminar offered complimentary for PAs and RNs who register for Spine Summit 2020.

This meeting also included two new courses.

One was "Introduction to Spinal Coding: From Decompression to Deformity

(Thursday)" and the other was "Spine Summit Grand Rounds: Difficult Cases—The Decision-Making Dilemma (Saturday)".



