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DI S3cDNA J#it 4T PCR #1451 9. 5-CAAACTAGTACCATGGGAATGAATGCGAAC-3;
TS :5-CCAGAATTCCGCAAAACTTTCGCCTCGGACAGATC-3) . 4 PCR 7= ¥ ke 5] Sym pUASTw # Ak
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CACTATAGGGAGAATGCGAACCTTCCGATTT-3, Kk H M FiE 51 ¥ A . 5-TAATACGACTCACTATAGG-
GAGAACTTGGCACGCTGACCAC-3), PCR j=# £ 4lifb ik ) & 4l 1k (Roche Molecular Biochemicals), LA 4fi
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££ S3RNAI 4. 7 514 F .GEPdsRNA FfEXT &,
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A4 RNeasy Mini Kit(Qiagen) i 7] £ 2 U588 d S3RNAQ 4 fl GFPRNAI 4 40 g 5 RNA, 7E#EAT RT-
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295 CHIAEME 5 min; 94 “CHFLE 30 5,60 ‘CHFLE 30 5,72 CHLE 45 s, Wi 30 DMEH ;TG 72 “CIEM 8 min,
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FH act5c-Gald il Hsp70-Gald BR8h T4 8K 8 S3 Tab. 1 The primers for RT-PCR
HAEARMAN MBS PEMBR . 2R KB SSRNAI/ A HE 2]
actSe-Gald JRAEMR G B, A KT IEH . X EAE S3 Forward. 5’-atgcgaaccttcegattt-3’
Gy R 5~ 7 AL T % 7 B AR ) Reverse. 5 ageacetgctggatet g3’
48 h,S3RNAi/ Hsp70-Gal4 5%t A, 1Kk actin Forward. 5’-tgcccatctacgagggttat-3’
{92 5% 72 b HCRT IRALYY U K 5 D R L, Reverse. 37 agtactigencictasess-’

b). SBRNAi/HSP70*GaI4 9y %: i 4E 1 Zb E %ﬁ Y $%_: MCM5 Forward. 5’-tggaaggcttcgacgatge-3

10~12 d R AR /N A= i kA 35 7 B B0 A B 8 =2

Reverse. 5’-caggacaggcattggataga-3’

. . . . MCM3 Forward. 5’-gagggggagcagttcatca-3’
A 1o) . BiRgs R F I S3 8 A 7 Rl 0 &k & it _
incenp Reverse. 5’-aaaccgtattcggtctccag-3’
TIPS T , ,
Forward. 5’-atggaggacatcttgggeg-3
2.2 3EARBEBVMMEBRE . ABENNELETN 4 , s
cyclin B Reverse. 57-ccgeatcttacggttgagtg-3
=] y ) )
Forward. 5’-cactggaagaaacagccactggge-3

SN " -

S g it — %/FFH ey—gal4 ~gm r—ga14 N 'Ug—gal4 il sca- P53 Reverse. 57-ggtggtgggcatcgtagatgtggt-3~
gald BRBh 57 AU AR B 2 5 A0 E P BR S3 R Forward. 5’-catcggtggttattgettca-3’
TR A R 2t — 2 B0 H A% SRR R S e R IR T hid Reverse. 57-gctcaacgctaaggtgatttt-3’
HES) 4 B . S3RNAIL/ ey-gald (] 2a,b) HE i B & Forward. 5’-tgctatacgcecctctacgag-3’
A2 /N, GMR-Gald "P"j‘:jE-i"— ] EIXijJ i E% 'T' £1] @ ? 2&] fitn Fn ot cyclin E Reverse. 5’-gatatgacggatgtggttge-3’
@%%&ﬁ' Z ﬁ[ﬂ o S3RNAi/gm r-Gald 1R & B B8 3R 4E Forward. 5’-aacggagaagtgagcagcagcatag-3’
M BKE (K 2¢c.d), #ATE S3RNAIL 5 A M st 1- H cdc4b Reverse. 5”-ctgagcttacggetecttg-3’
. S3RNAi/vg-gald # i 7s N, HoA R £ 8 a8 (A Reverse. 5’-gaccgaggaggcaaccgatgacag-3’

2¢.D). BAob S3RNAi/sca-gald H g £ 75 i (& 20, Forward. 57-atgtttgtccaggatctgeg-3”’




%3 FUOH HERES SSKRERDARBL T HYH 23

hy o X SE RG] S3 8 H KRR 5 Al BEA A MR TR K AR TSR T S R SR A A B

a 24k 48h 72h 96h 120h % S3RNA;
a
’ l [ koK
8r 1. X
L II: S3RNAi
5T —— S3RNA
4T —m XPHR
£
' —Ti Z ‘4/.//: I I
Al
£ ‘ & 1. wm .
0 1 1 1 1 1 1 1 1 1 | H: S3RNA1
24 48 72 9 120 I .
P ] /b Py
30
¢ £2s - Xt I |l
s e T xR -
=10 . S3RNAi
35
1723 4567 89101112
4 L ) /d I M
a. UG S3RNAI/ Hsp70-Gal &)y 5 R 20 g
Hh AR K 5 b, SSRNAI/ Hsp70-Gald %)y Bt 1 % 18 4H %)
AR H LT 48 h, Ab T ZH 0k IR 40 & AR 22
SRK ;72 h JG S3RNAI/ Hsp70-Gald 4 A K 2248,

e 52 T X R4 (p<<0.05), c. SSRNAI/Hsp70-

Gald Zh AT 55 A i (5 d ZJa % BA4LA 41 i 7 : S3RNAi/ey-Gald 18 HR i 25 /N Ca) & fF 5 Bk 1
FE4R PE A B 5] ;s SSRNAI/ Hsp70-Gald 41 7E &) B 0 4 (b) ; S3RNAI/ gmr-Gald HR i b H BUIRFERE ILBE (o) K T
Fr10~12 d. A BCAEL D . B (D s SSRN A/ vg-Gald 38 155 45 /1N 78 4% Ce) K i o5 He
1 B S3EASIEYHEKER (D) ; S3RNAI/sca-Gald W& 287 (g) KT i bt il (b .
Fig. 1 Decreased expression of S3 protein B 2 S3RNAI Xf R 4% BR B . 3 B Fn Wl £ 59 32 Mg
caused the larvae growth arrest Fig. 2 Eye, wing and bristle defects in S3-depleted flies
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P53 &l B4 I 6 R CH BT caspase J3 S 4H ML UA T2 Hid AR REP EE N TE SR
T AT SR R p53 SR E AR T, IF B hid BRI E T LUGE i OE caspase BRI TSR
AR AR S3 BRI T RS hid T p53 FERFE SROKF T . MCMS3 Il MCM 5205 i 0B B3 76 5 PR S o v A1 2
AR S AE 0 AR N R 0 AR b p 53 TR 6 I 4 MCMISE Y T edle 45 ik PR 7 R 4 40 D R o AR b
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Fig. 3 The effects of S3-depleted in flies on wing
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The Effect of Decreasing the Expression of Ribosomal Protein S3 on Drosophila Development

LI Hong-yan

(Gene Research Laboratory of Plateau Environment and Disease, School of Medicine,

Tibet University for Nationalities, Xianyang Shaanxi 712082, China)

Abstract: In order to clarify the role of ribosomal protein S3 in Drosophila development, we investigated developmental changes af-

ter S3RNAI. The results showed that the down-regulation expression of ribosomal protein S3 in Drosophila causes profound delay in

larval development, strong defects on eye, wing and bristle. Further, apparent apoptosis in the wing disc was observed by S3RNA;

the cell number was reduced and the expression of these genes related to cell cycle and apoptosis were abnormal. These data indica-

ted that the effect of S3RNAi on Drosophila development may be achieved by apoptosis.
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(FFHERH F %)



