2017 4E 6 A o H R PR A A AR June, 2017
$27% Hol CHINESE JOURNAL OF COMPARATIVE MEDICINE Vol. 27 No. 6

s

O )

BT 7R o T R A — H R DR /DN i /I e )
Ty e AL R AL R3]

CEE U
(VWHLEIRE BRI = R W% 710068)

[HE] BB HTE WLWBTR IR (AD) /NRAEL APP/PS-1/tau ( 3xTg) /I BRI /1N ) BB A% Ab 17 150 B
U0, ik LB/ NS 3xTe-AD AT WT 21 ; 2R U =G M A FURL B 55 7 VA TFA 3xTg-AD A1 WT /)
SR/ MR T RE ; 2R F Western blotting J X HALKIHATHIT, &R &4 3xTe-AD /) BUML/IMR THEURH A
TR G WT /MR ZEF G FE L (P>0.05), HE5XE WT /NEAH G, 3xTe-AD /N UL /MK 5 £ 48 88
JRARGFRE J1 38 (P <0.05) o UbAh, 527228 1 RORE B D RE RS 58 ) 3xTe-AD /IS BRI/ IMRAE 5 2 11 A B 1 1kt 34
i, ALFE PI3 ARG Ake 1 p38MAP BERfF(P <0.05) . R0, Bid/NEUP i sh A S 00T L /MR TESE 12425 5 (P
>0.05) , &5t 3xTe-AD /NRAGIF ML H L/ MRKG B D B3, v RES AD S R AH G

[E4iR] =ERILE/NR; PRGN ; MM 6E
[HE52S] R-33 [ S ERFRIZEB] A [ XE4H=)1671-7856(2017) 06-0017-05
doi: 10.3969. j. issn. 1671 —7856. 2017. 06. 004

Changes of platelet function in Alzheimer-like triple transgenic
mice and its mechanism

LIU Yuan-xin, LIU Tao
Department of Health Science, Xi’ an Physical Education University, Xi’ an 710068, China

[ Abstract] Objective To investigate the changes of the platelet function in APP/PS-1/tau(3xTg) mice, a murine
model for Alzheimer’s disease,and explore its mechanisms. Methods We assessed the change of function of platelet in
3xTg-AD mice by flow cytometry. Adhesion assay and Western blotting were used to compare with the data of wild type
mice. Results Platelets from aged 3xTg-AD mice were normal in number and glycoprotein expression (P >0.05), but
adhere more avidly on matrices such as fibrinogen, compared with the platelets from age-matching wild type mice (P <
0.05). The washed platelets of 3xTg-AD mice were adherent to fibrinogen, and also showed increased phosphorylation of
selected signaling proteins, including PI3 kinase effector Akt and p38MAP kinase (P <0.05). In contrast, activation
induced by several agonists in 3xTg-AD mice was similar to that of wild type platelets (P >0.05). Conclusions These
results demonstrate that Alzheimer’ s mutations result in a significant hyper-activated adhesion state of circulating platelets,
evident with the progression of the disease.
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Fig.1 Characterization of platelets from the 3xTg-AD mice.

cells count in whole blood from WT and 3xTg-AD mice.

A,B: Platelets and white blood

(C) Surface expression of

different glycoproteins on the platelets of WT and 3xTg-AD mice.
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Fig. 2

Integrin olIBb3 inside-out activation and P-selectin expression of the 3xTg-AD platelets.

(A) Flow cytometric analysis of FITC-labeled fibrinogen binding to WT and 3xTg-AD platelets

stimulated with agonist.

(B) P-selectin (CD62P) expression on the platelet surface is

analyzed in flow cytometry under esting and stimulated conditions.
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Fig. 3

Representative images of adherent platelets to the indicated

Adhesion function of the 3xTg-AD platelets.

substrates are reported ( Bar =250 um). Quantification of
platelets adhesion, evaluated as number of adherent

platelets/mm”.
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Fig.4 Expression of P-Akt and P-p38 in the 3xTg-AD platelets
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