Reviews and Monographs Es3ad=k 274

) D
. . Progress in Biochemistry and Biophysics
)4 2012, 39(8): 796~803

www.pibb.ac.cn

AT AEANARE BIPIRIL R AR IEZ — AT EFAARENIER TR AN FHZ—,
IRAR T AR AR B TR TS R EFRFHREF WAL BT REERREZILBR
WL ARG T TRER REEFRINF AR AN RARF 09 742 TACK P T 3R A 4o &

AT IR Km0 A AR Z —.

AL T

MRARRTES M /RIR B

CEEE

X)) Hf#%

(1 R 22 e D B 5 I T sk g =, Th I REAROR R 2 B R A 2 B, B IE 230027)

WE PR IMEER( Alzheimer's disease, AD)EH WA EY) W HAIZR AL, HETLIERCTHEL B (A E DD RESR 1) . 2%
R RARFKP AR S BB TLR AR AD 540, JF RPN B A G S TR R R IO Ry 11, 45 AD
AT AR R GG BOCIRTT WT LAELE AD AN DIRERIBN, 20 5 CAIIDURIR 299 B R RN . AL R G ZRIBA R

PR 1 T g ] R BRI PR R AR

KB BTRAKHEERTG, FARARZE, WL, BT
ZRPES R4

5T Bl JR 9% 5 2R ( Alzheimer's disease, AD)
R A AR LA IR 2B, e AR i Tau
WA R U TR S 10 KA.
B2, TR R 259 24 AN Ge N T 1l
IR, R, T Ik 4 i A AE i 1 P AV ek s Pt 411
HIF, AR EIRYT AD [—2259. Wi 1) J5i
T, AR NATHE BT B AT 402 AD I IER R A K
WIHLHL. FFE R RS, FRATRAZ M S Al
L EBEHLIEIN T, 4R AD A AZ 834 1) s D5 F
B, AD i 1R S i ] 383 1 453 40 i 5 ot R 3 1
AR, A I I AD AFFFT AU A T RIS,

FENI A, AW s T B A .
PIUSE 5 AL LA S 1 AR 1 e o N AR AR
. BRGNS ANELD . &N HARBEAL
RO AR R AR T R B AR BT
e, 7E AD RILJCAWIWET. Bk, AD &
B AL, AR - SR
FALEL PR AL, e T AD

DOI: 10.3724/SP.J.1206.2012.00315

J&, FEERSWEE A e, O EENE, &
FLINERTHE S AD B AT Ae N BT AH G
ANEEREFT R EEHIALS X L
(suprachiasmatic nucleus, SCN) Fl f2 F 44 21 K .
SCN 2 P Y5 15 et 7= A= R 1 1 J R4 4, 1T A
FAKNAE SCN SCHE K B AR 2 (melatonin) ] 1B
2R IN TR B AT 32 22 4 B AR A7 A SO AR
FIH PR KA 1 OC RIEAT BRI LRI,

1 R

1958 4, SEIF HRE KK Lerner #0452 B XM
2P RIRA RARSEH ) h 7 B AL — Fh BERS (T kB
IR, JEIRE TR SR, KL 4

* [E 5K SR TR B RI973) BB H (2012CB947600).
= JHIHEE R

Tel: 0551-3607658, E-mail: jnzhou@ustc.edu.cn

Wk H . 2012-06-26, #:5%2 HIM: 2012-07-05



2012; 39 (8)

BiIT, % MRERNTHESMRK SR *797-

4 melatonin ,BIAASRAAZE. AR R A0S T2 a2}
G R s 1 — B R PE A e A i BoR,
JR T AR TP WAL, (IR R RAR AL RAK AR
RAAZZIRPEAT, KA VIR i+ ) L3 A 21
FARARER . AR AEAR 2 A s sl A B i o
AR 2 SR A, S 3 AR R
BRI, BUAEAL I ORI, 2 2 3 A2
AN e 5 T REne 1,

N A b 55— i i DX 3 A R T
AR, BT E AT RAE S (AN
W) SR A BE ELAR IR SO 7™ A s 3, Ak
g =R . LRSI RS RAA A RE L
B, (HRDE RIS 52 06 Y. R SRR
MZEN I AT, IRRAIEANAAL R Fh B I 5 fht
JEARRARZZ ) 73 W5 5, TR AR R R N 2

o TZ

|
ﬁ.T 3

T 2GR B D Re SRR Q. AR AR I AR BG 8)52
MECRI . AARARIE S A e 2k, i
EAEEAR . AR AR Sk Y.
e PR AR 2R TR0 R LL e SRR

2 IRAEREHESRSHKIH

PRI 5- ROER AT EY, SRy
%4 AN N- & B -5- FOE L i (N-acetyl-5-
methoxytryptamine). 2 344 2 1) & Bl FE A & 1
Fiox, &A% IR (tryptaphan, Trp) A i kl, 8k
PR R N- SRS F Bk, B T8 s
Rfeg. HAAEERWT: ORe ORI
(tryptophan hydroxylase, TPH)[FI/EH T4k 4 5- %
0% 1R (5-hydroxytryptophan). 5- ¥2 {4 % IR & i 75
Fr 2 LR I F2 ¥ (aromatic amino acid decarboxylase)

TZ

CooH “E®  HO COOH
[jliffiﬁ Fe s ‘I:I,TAE% 4 BB
1

5- R

H
HO NH. HO H
@U/\/ N Z LR @U/\/NTC 3
N N ©
H H

5- R Of%

FRILNG IR
AL R iy

H
S LS

N- Z Wtk -5- F i

H,CO N
& N_ CH;
1SN AN

N

Fig. 1 The biosynthesis of melatonin
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Circadian Rhythm of Melatonin and Alzheimer’s Disease”

ZHOU Jiang-Ning™, LIU Ya-Jing
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Abstract

There are disturbed circadian rhythm in Alzheimer's disease (AD) patients, which is related to the

declined cognitive function. Our group has reported that disturbance of circadian rhythm and melatonin level was

an early event in the process of AD, which accompanied with the progression of AD neuropathology. The

combined treatment with melatonin and light could delay the impairment of AD cognitive function. In the present

review, we will discuss the relationship between disturbed melatonin rhythm and AD.
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