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Influence of Tanshinone |l A on cell proliferation and vascular endothelial
growth factor expression in human bile duct carcinoma cell

line HCCC-9810
ZHOU Jun,et ol
(Department of Hepatobiliary Surgery ,the First Affiliated Hospital , Chongqing Medical University)

[ Abstract JObjective: To observe the influence of Tanshinone II A on cell proliferation and vascular endothelial growth factor expression in
human bile duct carcinoma cell line HCCC-9810, and to explore its possible anti—tumor mechanism of action. Methods : Human bile duct
carcinoma HCCC-9810 cells were cultured in vitro and treated with tanshinone II A. The cell proliferation was examined by the method of
MTT;the transcriptions of VEGF mRNA were demonstrated by RT-PCR technique; Western blot was applied to examine the protein
expression of VEGF. Results:Low—dose (0.1 mg/L)tanshinone II A has no significant inhibitory effect on cellular proliferation of
HCCC~9810 cells.When the concentration exceeded 0.25 mg/L, tanshinone II A significantly inhibited cellular proliferation in a time—and
concentration—dependent manner, and down regulated the mRNA and protein expression of VEGF(P<0.01).Conclusion : Within a cerlain
drug concentration , tanshinone II A can inhibit the proliferation of HCCC-9810 cells and play a potential role in inhibiting angiogenesis by
down-regulating the expression of VEGF.
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PRt , F — H AR (DMSO) % , 4 °C ¥ & F 5 a5 37
RPMI1640(GIBCO 23 &) ) s /NAF ILIE (AT DU 2235 22w ) 5 ek
# (MTT) .DMSO (Sigma 2+ 7] ); #ffi A VEGF BB Hi ik
(BZRAF); RNA #2EURF] TRIZOL X 2 x Tag PCR Mas
terMix(JL R RARAEABHA T RTEH & (TOYOBO A F )5
X =6l A (F]3E 4N ] ) ; I 4% ( Whatman /A &) ) ; PVDF B ( Mil-
lipore A7) ) ; WA EFW (B I fb~# & Y67 Shine-
Gene 2] ; Bid 2 4 marker (Fermentas) ; HRP — ¥t . HE—
T(FAEERR A, AREEMAME HCCC-9810 5% T
& 10%/NE L35 i RPMI1640 3%, BT 37°C .CO, AR
BN STIEFRIRIEFE, 1~2 d 3,3 ~ 4 d 1518 1 3K, 5256
o3 FH XA K A A
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1.2.1 MTT H@sEA&M  # HCCC-9810 41 i 27 B i
1.0 x 10° ~/ml, 3EF T 96 FLEFFetho, 570 200 pl, BF
37°C .CO, MR S%IGFHA P HE S . LHIE HI R
20 ZRBXT RRZH (RS BRAH D FDSCB A . RE4HBRINGBE S T SL 04
IMAFHSE T A, B EHE 41514 0.1.0.25.0.5.1.0 mg/L
4 YREEAH 25 BN IR R USSR, A4, B 5 4
B, HUHESE 24 48 h B2 72 h 5, BFLAIA MTT(5 mg/ml)
20 wl, 4REEIESE 4 h Jo , IRIE R, BILIMA Z R E T 50
ul, FHEGAROLN %2 570 nm KA RIEEE (AVE, FHLKRE
B3 BE, AR, A E R =(1- ERE
A E/ARHLNTRELH A 1) x 100%.

12.2 RT-PCR #:#4&1ll VEGF mRNA %35 HAEEIIA
(0.25.0.5 mg/L F1 1.0 mg/L) 4L 38 HCCC-9810 40 48 h ),
8 Trizol HBUAMMLE RNA, B HEEARL 5 ug & RNA,# RT i
FIEVLEA 1T cDNA & A, B 2 pl RT P=49#E1T PCR [ .
1Y F540F . VEGF: L5814 5’ -TTGCTGCTCTACCTCCA
C-3", T84 5’ ~AATCCTTTCTCCGCTCTG-3" 5 B —actin
(NZEH]|): EI51% 5 -CCATGTACGTTGCTATCCAGG-3",
THBIH: 5°-TCTCCTTAATGTCACGCACGA -3° ( L4 T
Y TRERBRESAHRATR G, ¥ Y55 H:417 bp
M1 252 bp, PCR ¥ 3R 25 ul, RSN :94°C A 3
min, 94 CZE% 30 s,60°CiR k 45 s, 72°CHEA# 30 s, fEH 35
UK AIEAR 72°C 5 min o PCR M2 1.29%TAE BiE g
K, ESMT FMEHMR, HERBRETI RES 5
mRNA BYFEXT 5 & =10D {8 B 3 H VEGFIOD HNE MR
B —actin[F14} 62 ¥ (Intergrated optical density , 10D )],
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PIA 300 wl EHREWE , BB S min,4°C,12 900 g, B.L> 10
min, Bl FIEW, ME S EEWRE ., 40 pg EATT 10%RA
SEBERBE R A K A B B, UK RS s R AR
#| PVDF %, 5% BiAe Y EHAERE SRS, A 1:500
i FRIY VEGF BTTHEHIIA , 1:3 000 FH IR GAPDH RN S:45
e, IBF 1.5h, F TBST 3%k 3 1K, 44K 10 mino AIA 1:5 000
B P, I8 1.5 h, A TBST #35E 4 K, 81K 10 min, 1k
¥R, BE,ER. WA HTEE, ARG UVP SRR S
4b B R G, Labworksd.6 3K F 4047 B B9 &7 0965 BE(E , W
VEGF 1 GAPDH (B /R R E H AN RIKKE,
1.3 “%itFam
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KRB ENFASE T A0.1,025.0.5 mg/L 71 1.0 mg/L)
V£ FIAS R 1] (24,48 h Fi1 72 h), % HCCC-9810 £ %
MULE U 1, HYIRE R 0.1 my/L B, 53 Ax EAE L
B ST MRS A TR S B B, RIS SE R AR A I T 72 h, oA
HIFALN 13.69%, 1 2 M A 0.25 mg/L K LA LAt 50
T A *TAR%EE HCCC-9810 My 2B WIPHIMER, B2
B ) FOIR BEAR LI , B M A SRR Z MW E R A H T
B X(P<0.01),
22 XRERETAER A STREEE HCCC-9810 48 i VEGF
mRNA 4 85 %h

g B E £, MEEFISER A WK, VEGE
mRNA MRS Z AN RS (E 2,8 2). X4,
0.25.0.5 mg/L 1 1.0 mg/L 7580 1 A 4L FE4H VEGF/ B -actin
S5 BE L AE Ay 1R 0.819 £0.026.0.642 +0.017.0.534 + 0.026
10.452 £ 0.047, 53TBALE JIESEIA &EEKREA
VEGF mRNA MR B E RN, AR EF B B ERIT¥
= X (F=130.62,P<0.01),

F1 AERE AERESSE A ERABERE HCCC-9810 HAMEHIRHE (n=5)

203 (mg/L) 24 h 48h 72h
pagiict::| 0.462 £ 0.017 0.736 + 0.027 1.241 + 0.404
0.1 0.426 + 0.001 0.653 £ 0.018 1.071 £0.017
0.25 0.354 + 0.009 0.426 + 0.031 0.688 + 0.017
0.5 0.284 +0.013 0.264 = 0.009 0.412 + 0.030
1.0 0.195 = 0.006 0.197 £0.017 0.153 +0.013
F{E F=505.09 F=582.14 F=30.77
P{E P<0.01 P <0.01 P <0.01
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Effects of Simvastatin pretreatment on expression of inflammatory mediators

and NOS in rats subjected to spinal cord ischemia-reperfusion injury
AN Min, et al

(Department of Anesthesiology, the First Affiliated Hospital , Chongging Medical University)
[ Abstract JObjective: To investigate the effects of simvastatin pretreatment on expression of TNF—a ,S-100 protein, [1-10 and the

subtypes of NOS in rats subjected to spinal cord ischemia—reperfusion injury. Methods: 72 healthy male SD rats were randomly divided

into three groups: sham operation(group C), ischemia-reperfusion
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mg/kg for 3 days via an' orogastric tube before the operation).
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