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A3 v 7R RPS27T 5 (c90delC) 17 L —A3 7 NERTH Y, MHL bEREEILERTH 727,

DBA I2BWCIE RP B{Z T OEREIAERICL Y, rRNAOT Oty ¥ v ZASHES N WEEE?D
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WCTHFE L7 (Fig. 1). EA L7 K562 Ml 54 RNA 2l L, rRNA FilR{AEB X O rRNA % 4
OOTa—7THRINLZ. ZoOREE, RPL27 siRNA O AIZ X ) 32S rRNA oFERIBD SN, Zhid
RPL5 Z# il L7278 % — > EHMB L Tz, —7J, RPS27 siRNA ®#E A TiE, 30S rRNA @ EFE & 218
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Figure 1 Perturbation of pre-rRNA processing by knockdown of the RPL27 or RPS27 gene

Northern blot analysis using K562 cells knocked down by siRNAs. The 5 extremities of the internal transcribed
spacer 1 (ITS-1) and internal transcribed spacer 2 (ITS-2) were used as probes to detect the precursors to the
18S rRNA associated with the small subunit and 28S rRNA and 58S rRNA associated with the large subunit

of the ribosome, respectively. ITS-1 and ITS-2 probes revealed the accumulation of 30S pre-rRNA in RPS27
knocked-down cells and 32S pre-rRNA in RPL27 knocked-down cells, respectively.
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Figure 2 Morphological defects and decreased erythropoiesis in rpl27 morphants

(A)Morphological features of wild-type and MO-injected embryos. A thin yolk sac extension and a bent tail are
prominent in the morphants injected MO (arrows), whereas these features are rescued in the embryos injected
with rpl27 mRNA.

(B) The hemoglobin staining of cardial veins at 48 hours post-fertilization (hpf). Compared to wild-type embryos,
rpl27 morphants showed a drastic reduction in the number of hemoglobin-stained blood cells.
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