oIl RS 2020 4E 4 HE5 23 552 3] Chin J Clin Healthe, April 2020, Vol. 23 | No. 2 . 153 .
|24 N 2k 1= El
A - N F0 T RE TE RS

EREM:KE, E¥ L, FHEEF, AR ELE R ;P EEEH
RPECE EE, A AEZERAKK, L AEZERBZEE P OE
s EXESREREEE X AEFEEFZFLRENP2FTHEER,
FEEFHSREEF QP oMWERALTVEZERLEAZR, FERE
EFoMbEREVERSGEEFIEZR, FEREEFSEFREA
LtV ERREETHEZR ,FEXFRRBEFARLCEFHNOLER 22
BEHEZR, FPEENMF¥2WERFLoWEREL LE R & £1E;
WAL E LM AT F e WA A T 44K £ International Jour-
nal of Neurorehabilitation = % ( P EEE B 5 LHRY 58 £ 4%,
(PEEAZR)INEHEFACR REXZ XA TE, EHEFE 6,
HH5REEF 13 EFERXRRMO6 M, FWARMA 8 B, Email:
tongb611@ 126. com

Bl 7R D ER 903 5 P TR Y ¥ B BAR e e 22

%1‘251,2 , ﬁiégil ,g{,‘]\al,z
(1. EARBERIR 2 A R B, b5t 100068 ;2. [ FEE 5T ol L a2 BEBe)

[ZE] FARRKERR(AD) Z—FMHERARBATHARR, MAEADTZRMA, LR EE B m, REF
R 5 0 ST $UE B  ,2005—2016 S8 10 &4 B F AD J T 8y A B K B & ik 57.8% , B it 2| 2050
FLRAD BREHFKAT L, HXXAD WHMIET —HERF AR, & FLE N EAANART R4 AD
B I R AT 8 TR, 8T, EPT A KB AD i 77 4, RIREH KT 99% , 1 F T K A7 5 1 i6 /7 (DMTs)
KIGHE K 100% o B RAH B G W BAER T8 7, 34 S8 BRI ER B 40 ) 1 An 8 B X R HU A, B R
M EAE IR, B R R RS R o AU /R KB B A% R 204 6 7 G A R IR L RR R A K 7
#AANA

[K$IR] FMARTERAE; HWT % 5

DOI:10.3969/]. issn. 1672-6790. 2020. 02. 003

Current situation and prospect of drug therapy for alzheimer’s disease Sun Rong” ,Song Shaofei,Zhang Tong
( " School of Rehabilitation , Capital Medical University , Beijing 100068 , China )

Corresponding author: Zhang Tong ,Email :tong611@ 126. com

[ Abstract] Alzheimer’s disease is a neurodegenerative disease with an increasing incidence as the population
ages. According to statistics from the Chinese center for disease control and prevention, the number of people dying
from Alzheimer’s disease increased by 57. 8 percent during the past 10 years from 2005 to 2016. Unless a way is found
to delay, prevent or treat AD,the number of dementia patients with AD worldwide is expected to exceed 100 million by
2050. Drug therapy for alzheimer’s disease has always been a research hotspot. Preclinical screening of new anti — AD
drugs is being carried out on a large scale all over the world. However, the failure rate of all types of AD drugs is grea-
ter than 99% ,while the failure rate of disease modified therapy ( DMTs) is 100% . Only five drugs have been ap-
proved for treatment, namely acetylcholinesterase inhibitor and NMDA receptor antagonist, which can only relieve some
symptoms , but cannot change the progress of the disease. Here we introduced the current situation of drug therapy , new
drug development and future research of alzheimer’s disease.
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