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Cyclosporin on the Inhibitory Effect of Chemotherapeutic
Drugs on Retinoblastoma Cells in Vitro
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Abstract ;[ Objective] To evaluate the enhanced effects of different concentrations of cyclosporin
on chemotherapeutic drugs (carboplatin and etoposide) for inhibiting SO-Rb50 cells in vitro.
[Methods] The research were divided into 7 groups: G1 (carboplatin group), G2 (carboplatin +0. 5
mg/L CSA group), G3(carboplatin +1. 0 mg/L CSA group), G4(etoposide group), G5 (etoposide +
0.5 mg/L CSA group), G6 (etoposide + 1.0 mg/L CSA group), and G7 (different concentrations of
CSA alone) (0.004 mg/L to 1.0 mg/L double in-
creased) of chemotherapeutic drugs (carboplatin and etoposide) and chemotherapeutic drugs mixed

(0.5 mg/L and 1.0 mg/L) on SO-Rb50 cells in vitro were studied respectively.

. The effects of 9 different concentrations

with cyclosporin
MTT method was used to observe the growth inhibition of SO-Rb50 cells in each group. By comparing
with the inhibitory rate of Rb cells and ICso in each group and the modality changes of Rb cells with

converted microscope, we could evaluate the effect of CSA on the chemotherapeutic drugs on Rb
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cells. [Results] When the chemotherapeutic drugs (carboplatin and etoposide) mixed with differ—

ent concentrations of CSA in vitro, the inhibitory rates of chemotherapeutic drugs on SO-Rb50 cells

were

higher than that in the chemotherapeutic drugs alone. The ICso (mg/L) in G1 ~G6 were :

0.335,0.183,0.130,0.113,0.099, 0. 077, respectively . When CSA mixed with chemotherapeu—

tic drugs and the concentration of CSA increased, the ICs in each group decreased gradually. There

were statistical significant differences in the inhibitory rates and IC 5o among G1, G2, G3 and G4, G5,

G6 . The inhibitory rate was not related to CSA concentration in G7 group. Under the coverted micro—

scope , the modality changes of Rb cells in group with CSA and chemotherapeutic drugs were marked—

ly different from that with chemotherapeutic drugs alone. [ Conclusions] CSA alone has no inhibitory ef—

fect on Rb cells alone. Different concentrations of CSA can enhanced the inhibitory effects of

chemotherapeutic drugs ( carboplatin and etoposide) on Rb cells in vitro. The higher the concentra—

tions of CSA, the more significant the inhibitory effects of carboplatin and etoposide on Rb cells .

use; etoposide/therapeutic use
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2 VP-16 0.5mg/L 1.0 mg/L CSA Rb
2
Table 2 The inhibition rates of etoposide mixed 0.5 mg/L
2 1 MTT and 1.0 mg/L CSA on Rb cells (xxs,%)
211 CSA Carboplatin Vp-16 Vp-16+CSA Vp-16+CSA
(mg/L) (G4) 0.5 mg/L(G5) 1.0 mg/L(G6)
* CSA (62,63 ) 1. 000 73.8+5.4 81.8x4.7 90.6+7.3
(G1) ¢ 1), 0.500 64.4+4.9 70.3+4.4 82.2+5.1
(ICs ) 0.250  60.3%2.2 63.2%3.4  70.8:4.4
CSA ,G1.,G2.G3  ICso 0.125 52.6+3.2  52.6%2.1 59.5+4.6
0.335.,0.183.0. 130 mg/L,G1 G2.G3 0.063 39.2£1.9  46.5+2.9 47.2£3.3
t , t=3.218,3.033, P < 0.031 24.6£2.0 36.2x4.2 30.3+3.2
0.01, . G1.G2.G3 1Cso 0.016 10.5+1.1 23.4x2.2 17.0+2.5
. P =0.005, a=0.05, 0.008 4.7£0.6 12.1=x1.5 6.6+0.3
1Cao ) 0. 004 0.1x0.1 4.4+0.8 1.4£0.2
G4 compared with G5, 1=2.916, P <0.01; G4 compared with
1 0.5mg/L 1.0 mg/L CSA Rb G6, 1=3.005, P <0.01
Table 1~ The inhibition rates of carboplatin mixed 0. Smg/L , P>0.1, 3
and 1.0 mg/L CSA on Rb cells (xxs,%) CSA Rb
Carboplatin ~ Carboplatin ~ Carboplatin + CSA Carboplatin + CSA °
(mg/L) (G1) 0.5 mg/L(G2) 1.0 mg/L(G3) 3 CSA Rb
1000 044237 78354 87.520.8 Table 3 The absorbency value and inhibition rates of CSA on Rb
0.500 55.2+4.8 66.5+2.4 74.4£4. 4 cells
0. 250 47.3 2.1 54.9+4.4 61.8+£5.2 CSA(ma/1) Hole n Inhibition rate(% )
0. 125 37.9+3.3 45.7+3.1 49.5+5.7 1000 5 0.664 +0. 024 11.95 = 0. 50
0. 063 29.5+5.0 32.0x1.1 36.5+3.7 0. 500 5 0. 686 + 0. 037 0.00 +2. 13
0. 031 21.1+£2.2 22.6+3.1 22.4+2.4 0. 250 5 0. 698 0. 011 739 +1.36
0.016 14.6 £0.8 16.9 1.1 19.4+1. 4 0.125 5 0.740 + 0. 029 189 + 0. 85
g'ggj i'ii;'z Z':i?'z ]Z'zi:}'; 0. 063 5 0.726 £0.051  3.83+0.74
. .4 120, == I .o 0.
G1 compared with G2, 1=3.218, P <0.01; GI compared with 0-031 . 0-750 £0. 030 0-00'+0.00
3. 123,033, P <0.0l Comparison 5 0.754 £0.023
212 CSA  VUpl6 2.2
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c6) G , , ,
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1 SO-RB50

2 0.25 mg/L SO-RB50

3 0.125 mg/L SO-RB50

4 0.25 mg/L +1.0 mg/LCSA SO-

RB50

Fig. 1 SO-RB50 cells cultured without chemotherapeutic
drugs ( x20)

Fig.2 SO-RB50 cells cultured with 0. 25 mg/L carboplatin
(x20)

Fig.3 SO-RB50 cells cultured with 0. 125 mg/L etoposide
(x20)

Fig. 4 SO-RB50 cells cultured with 0. 25 mg/L carboplatin
+1.0mg/L CSA( x20)
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