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YA (E2).
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I M R R 2 AR K, IR AR R e P JE R AR, F
FEAEAN b b FoATI Xt — 20 FH{Hoechst33258 44 {1y
()5 IR A B AZ T2, &5 3 R L5 06 FR 4 AT L,
sIFNakb BEA 41 ok H 2019 2, WoR 1 BRI
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Bl ZREEReMEIFNaIAEE
Fig.1 The cytopathic effect of SIFNa was measured by
crystal violet staining

2.3 sIFNaA 5| #2AS494MAR % 4 F T

FH Western blot [ /5 v T 8 1 4H 5C 25 [ cas-
pase 3flicaspase 8[{FiA. 45 I AEASA94H ff rh
SIFNaukh H6F 3 i 2 11 (1) 21k 5 AT 5% W (K5) o
AR5 HE— 20 H Tunel 42 (4 (1) J5 VAL IR T2 25 18
TN Y 5 Tunel PE(E6) . S0k, BATIFEA AT LU

E2 MTTHNAAEEEEL
FEANSAL, TARBUMALSEN, S AHE M B{E+SDAR B,
Fig.2 AS549 cells were analysed for cell vibility by MTT assay
The results were displayed as mean=SD values from four replicate wells

of three separated experiments.

E3 443 diR AR LTS (FRR=50 pm)
Fig.3 Cell morphology at day 3 (Scale bar=50 pm)

[El4 Hoechst 332585 & X 224 A% B9 2 725 (FR R=10 pm)
Fig.4 Hoechst 33258 stainning (Scale bar=10 pm)
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52, SIFNaAZ 5 [ AS4940 i R AR T .
2.4 sIFNaiF S AS49 MBI A £ T &

BT DL Ry sae 25 5L, BAT T HE D 7ESIFN e &b
PR s 40 L ASA9 ] B R AR T S, A X 22
W AR A5 kS SA-B-Galge (f. 48t 45 R B, 1F
sIFNoAb P 41 25 480%[1 4Hl i 5 SA-B-GalfH 1%, £
IFNa2bAb HEAT A 20% A0 47, 1765 2 AN 2 1%[1)
A (B 7, K)o Wt BisIFNodl A ] 8 A2 1l

El5 Western blot# il A T=H X E B &RIX A .
1o 5 T il 40 M ASA9E SR AN AE LK. SRS

Fig.5 Western blot analysis of apoptosis-related proteins

&6 TunelZ&(#:R=100 pm)
Fig.6 Tunel staining (Scale bar=100 pm)

E7 SA-p-galf &N MAMZEE (bR R=20 pm)
Fig.7 Senescence-associated f-galactosidase staining at day 3 (Scale bar=20 pm)

E8 p53FAp21 & EFERR=100 pm)
Fig.8 Immunostaining of pS3 and p21 (Scale bar=100 pm)
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&1 SA-p-galfAEMARLGEIT LR
Table 1 The percentages of SA-B-gal positive cells

25 SA-B-gal B % (%) P
Group SA-B-gal positive (%) P value
Control 0.715+0.721 P<0.0001
IFNa2b 15.526+4.145 P<0.0001
sIFNo 75.458+5.363

T B LU AESDER R, 3R S8Ry AR 1 2 o e
MPEZRR.

Note: values are means+SD of three independent experiments; the statis-
tic significances of the differences between sIFNo and IFNa2b or PBS

were shown by P values.
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Super Interferon alpha Surpress the Proliferation of A549 Cells and Induce
Cellular Senescence

Hui-Ling Li'?, Dong-Qin Yang’, Xin Cao®, Hong-Ling Huang’, Miao Ding’, Hai-Neng Xu?, Xin-Yuan Liu?,
Ming-Yang Li'™*
('Department of Horticulture and Garden, the Chongqing Engineering Research Center for Floriculture, Southwestern University,

Chongqing 400715, China; *Institute of Biochemistry and Cell Biology, Shanghai Institute of Biological Sciences,
Chinese Academy of Sciences, Shanghai 200031, China)

Abstract In this study, the anti-proliferation effect of sIFNa was tested via the MTT assay and crystal
violet staining assay. The results showed that sSIFNq had a strong anticancer effect while IFNa.2b had a limited ef-
fect. After treated with sIFNa, cells possessed enlarged cell size and flatted morphologic and without nucleus mor-
phologic alteration by Hoechst 33258 staining, and there was no detection of apoptosis. At the same time, most of
sIFNo-treated cells exhibited SA-B-gal positive and with the up-expression of p53 and p21. However, cells treated
with IFNa2b had little or no changes and few of them were SA-B-gal positive. In conclusion, compared with
IFNa2b, sIFNa exerted a potent antineoplastic effect and the mechanism might be related to its induction of cellu-
lar senescence.
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