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LA A BR 2> 7l 5 43 B K F- |, Sartorius BS223S, 74
FEZ R B Pk AN, AL S — A B A BR A |
TANON5200 4 A g2 &b R4, L Kig
BLEAHRAF #8155, 22 E Labeonco,
1.3 A&
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Fig.1 Effects of OA on PC12 cell activity
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Fig.2 Effects of pachymic acid on OA-induced changes in PC12 cell viability
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Fig.3 Effects of pachymic acid on LDH leakage
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Fig.5 Effects of pachymic acid caspase-3 activation

in OA-treated PC12 cells

Caspase—3 {ifi 1k 4 1l
Caspase—3 activity/%

N P M B RLAD B ERRRIE, X
FE R 38 1T D75 5 1 28 0 40 B B 2R A 5 30 i
FET-PN ARWFIT W], OA X PC12 40 oA B il 4
2L, BRI PC12 4 A I J) 5 AR5 2 191 b 3 1 LA
st PC12 4 A 3 PC12 i 7% 71, L
i H S i 2 A7 AE T K 22 5004 B v i) ] i 1 e o
it , 77 75 32 R R AL 2% g ) iz AR 2 e 40
HEARERE B EY bR EY)  OA AT I U-937
YN HL A Vero 41 AEH LDH AR A 57 25



A Ny
118 hoE B o E i 2024 455 9 1]
DAX  — i — — — p-tau S202 _--
P-actin Fractin | — — — ——
o " 12 -
0.9 T T .
L 08 . iz ‘% 1
=Y o) o I HE st "
H 5 6l ® g
#® = 0.6 -p;{ 1 *x
% i S o6f
' gé 0.5 = Z
il SR
gg é 03 ol (;])
e E Z 02
01t LL
1 1 0 1 1

0.0 1 1 |
M4 OAdL 541 sl AL sl il
4151
Groups
(a)

* RMIAL OAZL  AGFIEEAL Rkl skl

205
Groups

(b)

TE B0 A B il 22 30 (n=3) s 5 X0 IR AL FU A P<0.01 %% . 55 OA T2 HL % P<0.01,
6 FEEEBX OAiF S PC12 448 bax(A)#1 p—tau(B) EARIZERF M
Fig.6 Effects of pachymic acid on the expression of bax(A)and p-tau(B) in OA-treated PC12 cells
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Protective Effect of Pachymic Acid on Okadaic Acid-induced Neurotoxicity in PC12 Cells

Cui Jing, Sun Ningning, Wang Zhanwei, Wang Jing, Shi Dongfang”
(Institute of Innovation Science & Technology, Central Laboratory, Changchun Normal University, Changchun 130031)

Abstract Objective: To investigated the protective effects of pachymic acid on okadaic acid (OA)-induced neurotoxicity
in PC12 cells and identified a potential mechanism. Methods: Pachymic acid (10, 15, 20 pg/mL) was used as protective
drugs to protect PC12 cells injured by OA (40 nmol/L). Cell viability, LDH released, intracellular Ca* concentration and
caspase—3 activity were detected. The levels of bax and p-taus202 were detected by western blotting. Results: Compared
with the control group, PC12 cells treated with 40 nmol/. OA was significantly decreased the viability to (64+3.6)%
(P<0.01), increased the release of LDH to (141.3+3.1)% increased intracellular Ca** concentration to (123.5+5.2)% and
caspase—3 activity to  (257.0+22.8)% (P<0.01); compared with the model group, 50 wg/mL pachymic acid significantly
increased cell viability to (90.5+3.3)% (P<0.01), decreased LDH released to (117.5+3.8)% , decreased [Ca’’];, to
(123.5£5.2)% and reduced caspase—3 activity to (120.0x4.1)% (P<0.01). Western blot results confirmed that OA in-
creased the protein expression of bax and p-taus202, pachymic acid down -regulated the expression of bax and p-
taus202. Conclusion: the protective effect of pachymic acid against OA—induced apoptosis in PC12 cells was related to
the inhibition of tau hyperphosphorylation.
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