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The effects of siRNA against RPL22 on the proliferation of human pulmonary arterial
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[Abstract] Objective:To investigate the effects of small interference RNA (siRNA) against ribosomal protein 1.22 (RPL22) on ET-1
induced proliferation of human pulmonary arterial smooth muscle cells (HPASMC). Methods: The experimental models of primary
cultured HPASMC induced by ET-1 were established in vitro. HPASMC were transfected with siRNA-RPL22 ,incubated in smooth
muscle cell culture medium (SMCM). The mRNA and protein expresson levels of RPL22 in HPASMC were measured by real-time
PCR and Western blot,respectively. The HPASMC proliferation was evaluated by PCNA expression and flow cytometry analysis.
Results : Compared with control groups, RPL22 expression in HPASMC was significantly inhibited after siRNA-RPL22 transfection
(P < 0.05),and HPASMC proliferation was significantly inhibited after siRNA-RPL22 transfection. Conclusion:The data suggest that
interruption of RPL22 expression can inhibit HPASMC proliferation. It’s a novel finding needs to be further explored.
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A Bt . D GCAUUAGAAUUUACGGUGU; @ GU-
CAAUAAAAUGCGGGUUU; @ ACAAAUUUCUCUU-
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[T A0 10 min, SR GEDOEEAI PCNA 22 H
335, PCNA (1:100)—#% 4°Cid 7%, DL PBS 10—
PUVERATEXT AR, HARL RS R SP e e HAIRF &
VR T , &L (DAB) 0, TR AR A e 31
FEK, —FR2REN] S, PR . 4 A% 2
PR RS 0 AR R Ates s R RN 4L
200 I PP AR 5 40 AR B AR
13 %it¥5

JT A Bl R Y8 + brifE2E (3 = s) Fom, H



5 32 55 6 ]

2012 4E 6 H P A ARIA R ACER (1 122 X At 3h P H L2038 B 4 5

SPSS Gt B4 T 77 22 0 , 45 28] 22 5 R LA
BRI, P < 0.05 AEFAGIHFE L,

2 & B

2.1 HPASMC ¥ Ffa b

K 4 20 AR 8 37 HPASMC, KE R /Y
HPASMC 4t o- L8l 8 1150 v B ST A4 e 28 200 if Ak
eyt g (K1), 3~4 A KRS R, TR
AR

\.“ .
B . . AV
i} A .- ) "\"\""“' :
8o - W R
A % N ‘ .
» . g -

- T4 o ;
A i k 5
B 1 HPASMC o-LBHEE S 2 A4 8 45 51 (x 400)

Figure 1 Immunocytochemical staining for a-actin in cultured

HPASMC(x 400)
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(0.25 + 0.06) 525 (%t FEZH K B P % B4 Hedse | 2
BERL(P ) < 0.05,18 2A), Western blot K%
U5 3 AIM RPL22 8RR IAIE AL 3555 24 h
J& ,siRNA-RPL22 2 RPL22 & [ 1 k%58 7 A Wi 2
W] 2 AR (&1 2B) o
2.3 PCNA #im)

B BE 5 A PCNA |, 45 4R siRNA-RPL22
ZH A AL PCNA BH M ¢ 3k 252 550 HLAth 21 240 i A1, 42
TN A0 5 A ZE A0 MR L, 355 A2 2 (P <
0.05, 3).,
2.4 AKX aape AR

it 2 20 RS 0 45 SRR 7E TE ET-1 BSR4 T,
siRNA-RPL22 #H A4 S W11 G2/M W4 it 5 (4.4 =
2.6)%F1(6.8 + 1.9)% , % siRNA-RPL22 Fl siRNA-
NT 25 41 ffd B 2 9 /0 s ET-1 JIECF ,siRNA-RPL22+
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Figure 2 SiRNA treatment reduced RPL22 expression in
HPASMC
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Figure 3 PCNA-positive cells measured by immunofluorescence assay
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Figure 4  Effect of siRNA-RPL22 transfection on cell cycle alterations of HPASMC
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