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AbFE MTT K Bk 22l %) IGF-1 42 PC12 4H j 47 1 i) %2 W ; Western blot &l B £} Z: B % IGF-1 i 5: H. 3 & (IGF-1R) B 2 1k
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Influence and Possible Mechanisms of Cryptotanshinone
on the Survival of PC12 Cells Promoted by IGF-1
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[ Abstract | Objective: Study the effect of cryptotanshinone ( CTS) on the survival of in PC12 cells
promoted by insulin-like growth factor-1 (IGF-1) and possible mechanisms. Method: The serum deprivation
model was constructed to determine the dose of IGF-1 to play the survival-promoting effect, then pretreat PC12 cells
with different concentrations of CTS, then treated with IGF-1 processing 24 hours, MTT assay was used to detect
the effect of CTS on protective function of IGF-1. The effect of CTS and IGF-1 on the phosphorylation level of IGF-
1 receptar (IGF-1R) were analyzed by Western blot and downstream targets were also detected such as protein
kinase B ( Akt) and extracellular signal regulated kinase ( ERK). Result: After treatment with IGF-1, cell
viability of PC12 cells was increased in a dose-dependent manner as same as the phosphorylation level of IGF-1R,
whereas CTS attenuated the survival promoting effect of IGF-1 in PC12 cells and decreased the phosphorylated IGF-
1R. Moreover, CTS attenuated the phosphorylation of Akt and ERK1/2 induced by IGF-lin a dose-dependent
manner. Conclusion; These data indicate that CTS has an inhibitory effect on PC12 cells viability via down-
regulate the phosphorylation of IGF-1R and downstream Akt and ERK.
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54 R oE . © A KR IT R & KA AR K
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15518 75 MG (ERK) 1/2 (R0 R 16 2 412 1 40 J A7 0%
M EEAE S IR L T R FEE RN,
A ET T RPN IGF-1 R 42 1% B B L IGF-
IR WM b K T Uit % 1 1 UL As2-3-334 i ( PI3K) / Ak,
ERK1/2 {553 8% 1 52 W, %3 BeoPk W 4 il PC12
B4 GE AT BEAIL R, S FLIG PR FH 4 S 3 AR
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1.1 2Rk RS (H#5S 8529903, [
2w AR E ), N E AL R AR KN
F-1(IGF-1, it 5 100-11, Z£ [E Peprotech 2\ @),
DMEM (#it2 1995-065) 4 4= 1fiL 7 (L5 91109001 -
2) I i (- 8143876) i & (PSA, it B
15240-096 , 3 [# Gibco 23 7l ; B B (1L 2 €0201) .
MTT (4t 2 1001320349 ) & Western blot #f 2 i 1|
(BB REYHEABFIT) ; Western blot fir Hl Hit 14
(% E Santa Cruz A H]) .
1.2 4iffs  PCI2 40MIRRIE TR BUE [ AR 8 0T g 4%
20 IR A0 e, T R R B LV A0 A 9 2 F 5T 4
it
1.3 {42 RSN TAE G (IR b ik &
HIRAHE), R AL 5 55 4 ( Thermo Electron 2
A)) ,PL303 A H1 K S5F ( Mettler Toledo 2 @] ) , Model
680 fifi b1 X .3 1 HL UK ( Bio-RAD 24 7] ) .
2 AFik
2.1 4UfEEigE PCI2 40ME 5 9% T & 5% a4 1l
5% Dy il 1% PSA [ DMEM % 35 v 37 C
5% CO, WE A T R 5%, B8R 0. 25% i 05 1k
& H .
2.2 ZHAALIE HORHECAE KO A0 A, R R e O Ak
PRl F & 1% s 4 1035 9 DMEM 85 5% 56 bt 4, 2
B 1 x 107 A~/FL 1 x 10° A/FL4R T 96 H1 12 L
WA 24 bR RO i 80% 22 47 AT 47 24
Yrhb B
2.2.1 IGF-1 X} PC12 4N B fR A7 76 VR 40 4%
FfiF 96 FLA , b B A #6021 Y DMEM 3% 37 3L 1% 5%
1 h, ARG VEAT AL B, IE % X BRZH A & 1% Jii 4 M
T BB R 0 BRI 45 T 4l DMEM , 45 25 41 53 Sl A
ANF MR BE Y IGF-1, IGF-1 & ity i 73 2.5,5,
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10,20,40 pg-L™", BAWER 5 A2 1L, & 37 C,
5% CO, F:F A3 F% 24 h J5 W L 3G 57 BL k4T MTT
iRl

2.2.2 CTS X} IGF-1 fE 40 M /73 E FH 2 m - 96
FLAR 4 g 4 26 DMEM 335 7% 1h, 88 J5 1E 5 40 m A
B 1% f A0 5 0 15 95 38 B 4 Jin A 4l DMEM, 45
4T 0,2.5,5,10,20,40 wmol L~ "fy CTS,
60 min f5 25 2520 i A IGF-1 (5l & /iy 2. 2.1 SE40
) LS NEFL,E 37 CL5% CO, BRI
F% 24 h 5 W FBE IR AT MTT A6
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K10 pg- L7 E Ry IGF-1 A48 4 ) &, 43 50 m A
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A IGF-1(10 pg-L™") 55 H A IGF-1 # H 41 g
TE ARG W F M, 2 CTS o8 10 pmol - L' B 4 .
Agity2E 7 (P <0.01) , X 3R H] CTS B ) 4K i
PER ] IGF-1 M AEG R . W& 2,
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IGF-19 10 0.73 £0.04  98.95 +6.40%
CTS + IGF-1% 2.5 0.66 +0.06  89.19 +8.23%
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(L S R DTS s S O N - S T A
WL 2,

-IGF-1R "
P m

PAKL  ———— |
o [ ——

GAPDH | S -..q
CTS/pmol L — 25 5 10 20 40
IGF-1/10pg L+ 4+ 4+ 4 + o+

2 BASE IGF-IR R TH#ESEROEM
4 itig

B Pt 2 P+ 2 0 2 B g 3 4 B 43, 1T LA
30 A 0T e 6 240 L A B % S A3 Ak B R T S AL A Ok
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[(FE] BW:LUE 23k 728 i i 77 6 far 8 2500 R BLG 1 Rl LR S R T % 4, 8 I ) oy M 3k M0 I R AR B
I R O LR B A K I T BB 14 AR Ak B 3R S UK IS R o T ik R I 3 Bl Ik 4R A Tk ) A IE R 7 60 A A 30 AR A 1
B RS HEE A2, LI R (5.4 mg-kg ") A 3E A (0. 36 mg-kg ™) A g BAME X IR 2, LR 3K R 45 41 (13.5,6. 75,
3.38 mg-kg ')A 32 5, M BN S AR AR KD LEE R AR AR AL, SRS TRAE R, BRI A KR A E RS
(LVSP,P <0.01) FI 72 22 &F 3 AW TE (LVEDP, P <0.05) ¥ B 2% 7+ i , + dp/de, (P <0.01) Fl - dp/de, (P <0.05) ¥fmk, =
BEM IR H (ATP) ,ATP/ BRI (ADP) AR (P <0.001) ; SHI R e, SREGIBURL 3 45 4 20 LVEDP 4 & 25 B G (P
<0.05) , Y B ik vp ) 4L + dp/de,, WA MK, BB K F RS R (P <0.01) , IR P54l ATP B 1 = (P <
0.05) o Z5if : IRES WORE T I 35 B0 1200 2 AR B0 JULRE 12t A3 0T (W) e ek 8 22 =5 67 5K T g .
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