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Research progress in adiponectin and cognitive impairment
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ABSTRACT Adipocytokines are polypeptides or proteins that are secreted by fat cells with a wide range of
biological activities. Adiponectin is a fatty cytokine with insulin sensitization. It possesses the
function of anti- diabetes, atherosclerosis and anti-inflammation. Adiponectin may participate in
regulating the development of cognitive impairment, which is considered as a new regulatory factor

for cognitive impairment.
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AETA I T R AR Y SR R S B A A3 A5 L B A
PHVBREA: A S L i i AN PR

JE 7 44 R 2 — 28 H B 07 4 A o s g LR T
ZREYE R Z IRE 5. BEIXER (adiponectin,
APN) & —Fh LA 1 5 2= 5 AV R s I A B 1L 7
HAHORIRIE . P Kok RERE T AT & SR
APNSINFIEERHA HH VI C R, WRES 5
TNHIBREAS 00 2 e AR R, BlA R & — A R R
T B I 5T PR o AR SCER IR T A7 S D\ B A I R A8 2
5 APNIKF- LA K APN R 5 A HIBL ]

1 APN/ APNZEB iR #Z{ER

APNH 244N IR I, 57 F 3 H28~30 kD
(1 D=1u). AZEAPNJEN 39271 apM1KE K Zitt
2516 kb, AR NINE TR AT APNFE LI
PR R AN [R) 450 i LA 2 2 A ) [R) 1 22 SRAARR /N ]
Srohads, RISk o FRErRRm. haFaiieR
R T 2 R JEA ALK APNYR B2 24y
$~30ug/mL, JKAFHHAPNKF-29 4 MR EE 4 1/1 000,

APN F 2Ll i APNZ IR K AFE LW 2E 300, 5
HAiA 325, R Z1K1(AdipoR1) . JRIKZE Z{A
2(AdipoR2) FIT-F5%} 25 1 (T-cadherin) . APNAEH 1 7]
i 45 AdipoR 1 AT Adip o R2 1T 4% 41 S P 5 5 s 3
%, WﬁAPN'—ﬁT—cadherinéﬁ%%ﬁE?)ﬁgngdipoRI /AdipoR2
M FIE S, $ERAPNIE F APNTY 337 14 7 71
RAR T AR B BAFE RS ICR Y . APNSZ IR TR
S KM A XN I A R, Rl
5 [ e B4 2 o0 MR TE I TR 4 vh e ik i ol
o TS B AETEAdipoR1E/RAPN ] HES 5
SN BBk g d I 1| P SR TRt VAV S I B NS B O N
R EEAEH] . AdipoR1FIAdipoR2 I 8T Ak P 809%
B 20, I PR T K I 5 S RO M b 2 TR
ZARR ML, TR 2 oe A S . 7 Jeyis Bk
ML TEGLT R 5 () AdipoR 1338 7K F- 7t
NS R 2T T 34N . T-cadherinf ¥ 735 TR
BRI ZE 2R G0, X P28 2R G0 A 0 A 4 2 B M R T A
FH L BRI AL TR R I 240 it R0 e o B 440 97 1) 440 i 3R
AR

2 APNSIA\FIRERSHI X &

2.1 MiBEAPNKF S BEINAMERHIX R
RIS R B AR R e DA H e
AN I APNA IE B AR, 1 B 7R % 1 R AR
HFIMAE PR HI AT S (A T APN & = 2 2 90 BT
HaF, APNIEH G = 25 F BB IE My FE S H (amyloid-B,

AB)IITLER, 247 [ A I rp % 35 W i 7
B, BEE RSN, AR ROZWTREAT . FIBIA
I REREAT A I VS APN & B 52 FRE S, R0
TEAPNAY & LTt i bHEN n] G5 APNSZ AR A A
SRS DAY TS 158 15 S B APNACEA R A A
{HAPNZK VI AN ARG AT L A S 2R

2.2 APNHIFUINFIFERS{E A

APN = A fig 23 T3 BRI P 28 70 F1 28 fih 1) %
5, KRIKNAB42/KFEHIIN, ABTEMAEEE HMTIRT, L
PSS B AR R R B 3 22 4, HARSR I 25 [Alid 12
Mg pats, RUEACIZEAS Az e . APNTT LI
IEC S INHBERT, I Bl B T AT R 2% i BRI
r XL 2] 118 7 2 WA T RN R 1A T BB 2 R B R
(7] o 368 2o 980 5 Rl D07 T i A AT 4R R 8 ) U
SR FFOAAR H g

3 APNHTIAFIFE RS ROFE X HL &l

3.1 MIRIERA

2 gt HINABER I K, BFgc Y
AR T ean £ 11 41 A 7T 0342 G Joi 240 A /)
JBE 5T A ML, RO B R AE - . APN A% Lo
PE2LRUBE PR HE A A A SN, IR APNAY & i 5
IR 25 F2 78 A LA — RS RAE S|
R 4D I I 65 9 e 10 A DA R Fﬁﬁ%ﬂ(vascular cognitive
impairment, VCI)[FE L ERALE], 1035 C-J b &
[ (C-reactive protein, CRP). 4% 6(interleukin 6,
IL-6) & B Y T il BUME R, APN-G HOK- 52
TAASE, JEATE PR A BIIL-10FIIL - 152 (45 5T 51
(interleukin-1 receptor antagonist, IL-1RA) & A3 N
IR 24N A AR H e TL- 1AL -2 454 2 X 7]
PLIL-109 7] . APNREAE 4T 58 4 M A 75 B 3G
ol A A0 L R ) B R BB R AR . 7R
20 B A A B S B B 5 T e, APNKT R - B 2R 40 40 i
149 A R G S R 4 L 1 A T P I S
WIVER, ATy i 40 SR B8 IR F--a (tumor necrosis
factor-a, TNF-a)f¥ 7=, XF B W40 A4 7 WA E H 2
AL —FAMACIZ KT 31 . APNAZ A1 1]
R AT B R AR S TN A ) R T B (R
APNZ IE JAE S 14 T 2RI N AE 2 S0 ol
ot S A AR A Y DO RE AR S M ST
ok 410 TR - B 2% R A0 2R ) A T e B e B Y A g
SR

3.2 AR
A NN - S R S BT R R R A
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G PN B L B ARAE 2D IR Y BRI,

o BE TR AP I 22 T W A BT R A B 1, DU BE AL
b T F G o TRy R AR R e 5 U S AR
ORI L AR T 16 28 L5 2500 2 R B 5 2 BT 7% R T 28K
W AR BILTR . TEAR LA S SE g R, APNRE LR B3
AL E(H,0,)155 5 1Y SIS ™ A A 40 s

X 5 APN%S 4 AdipoR1/AdipoR2 5 H#0H IH R 1% AL 25
E?%ﬁ@@(AMP—activated protein kinase, AMPK)J}_F#ﬂ? =
SR PR RIS 2§ APPL LS 0l 4% X F (nuclear factor-
kappa B, NF-kB)fJ#iAH XK, APN AT 541 %
i () AdipoR 15 AdipoR245 G i1 APPL1, APPL1ZS G
N-A i N SR 32 AR5 T AMPK, - JF i AMPK
A FHINE-xBA LG P9 J2 A= 4 P (vascular endothelial
growth factor, VEGF)%E‘JE%W:@S%U%TPT'?ZSE‘JVE
FHPY . NE-kB 53 R 7 S AL SR AHURE R 7, al 8
NOMY=HE, i 1 U (reactive oxygen species, ROS)
A g, MROS X245 & AL RUAR & B i 25 1 AP
i, A TG NE-«B, 5 ERASNIROSAZ L, AT
- FEARI I PR T A3 T3-L 1L 40 i
APNYRIL, J 5 55 75 = VR B Y H, O, IR 2 2 Bk
FEARHE B (1 H, 0,35 BE W] 10 b 5 | APNIE [ 36 5K 11 28
PR, R SRR APN A 31 2 LT A

3.3 MMERRREAE

i 5 RARBT ] B W HE 55 U3 (glycogen
synthase kinase 3, GSK3) B AL, 5 A P AN A i
SPABTEM AR IR, DT BBl /R T B o 7
BT 7R T R R R R b, RS R AR B R AR K
%-l(insulin-like growth factor-1, IGF-1)7J(qZEﬂﬁHE,E
FIEH KAk, 1 R FNIGE- 11 Rk T RE R % Bl /K 2%
VR R A R AR I RS R B B DRR
BERANRIAPNKCFZR TIER N, APNHEATPUIES
RAGUEM o HALHI AT B85 APN ] 1 i ifi i v JB i R
1 DR UE R A, Dl 2F de g 2, )
I 3 k1 T G 5 2% A S it T 0/ B A TR R B 1 ) 2R
HA K, FECSTBL/6/NRIGIR LI P L B : S5
F- 4K e FFY P 1242 7152 (5-amino-4-imidazolecarboxamide
riboside, AICAR)E N AMPKAYIELIE 7 Al $f APNILIE
T 5 12 15 3 1) 1P SRR 7 R 140 44 B g
APNTESE R ME ST, AN ORTE B2 U 3-
(phosphatidylinositol 3-kinase, PI3K)IMi 17 ATPAK S 1Y
PSR IE [ Sk O 2R O B Ok 1 5 Tua i
B L Rk, (eI CBITE e A AR A BUE Ry
FEER BB, eah, APNIEHE ST EA A
Ak 4 5 384G 3% 1R (peroxisome proliferators-activated
receptor, PPAR) (45 G005, T2 5PPARMIFL %
5 HAREFE B F A0, PPARIE T 40 A% I & 52 1k

S, LB IIREIE S5 TR 05 A QI AR s 20 A9
o

3.4 AMEH

T ER, MBI, METhE
8T B A5 2 R DA B A 19 R 15 T o 78 LA e I
B Y APNE X 7 % /)N B (adiponectin-knockout,  APN-
KO) FIHF £ (wild type, WT)/MHP, APN-KOZH
PP IR L T AR AP MM 28 R G BB, A
PN T SR AP 7 i R AR T AR /N T DR 47 o 28 2R 5
FEVRSMEE FR 1% AT Fisher K RUAFFZE i 2 B, APNH]
DI kP38 22 24 5T A1 25 1 i (p38 mitogen-activated
protein kinase, p38MAPK)WR 1L AE i K Bt Hh pfi 22
T4 il /A 40 i (neural stem/progenitor cells, hNSCs)H)
HiTH . P38SMAPKAE N AMPK I il #L s il A7 254 410 1
PPAR-aff) 5% SR B AR HARIE I (21K, T 4 il Jig iy
PRAEAL. APN IR 22 BE AR R 40 AT SH-SYS Y ™
AR FEMEAE DY, W R T (1 24 A
P B R SR I R R B@@-?ﬁ(caspase&) ROME . M
AT AR T AR 2 R 5, KAk, APN
Al 5 S AMPK_E IR BT ALRE, 1Y Bel-2FBaxf
BCELRLIRINRE , WD AN REPE , DA ROR O S
ZpARe

4 2 1

H AT AR DN RERY AT, R 225 WA IH 6
DIBEMH 25 (N2 AR0RFF . fbsabk) . BLR 28 (Ui i%
o5« WRIYIR) DAL (In4E A= RE | R FE
W) &5 o AT BE B AR R AR 22 500 1 Je 1A A
AR PEBEREIR R B, ks b BRI SR ZR b
Frid, APNIEHATIANA AT K 1P 5 28 08 B R A0
P, AT T OA IR R BT R S 0T A, R R
X S DR S 6 B i R T S PR ) S HA R
YE . APNAE A —Fogi R HTIN IR 1, AL
W ANGERE , R T HAE A I RE R A5 e i At v A9 78
e, PAR BTN B RV HIFIAR 552 AT o it — 21
5.
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