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Fig. 1 Induction of RpL6 mRNA after treatment with EPO as
detected by Northern blot
EPO was added into the medium of K562 cells, incubated for 30 min, 60 min
and 120 min. (a) EB staining of RNA gel: (b) RpL6/ Taxreh 107 mRNA
probed by ¢DNA. The level of Taxreb 107/ RpL6 mRNA was examined hy
Northern blot. 7: O min; 2: 30 min: 3: 60 min; 4: 120 min.
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Fig.2 K562 cells were transiently transfected with reporter plasmids containing different regions of the RpL6
promoter, and cultured in the presence of EPO
Luciferase activitv was analyzed in the cell exracts. Compared with control, EPO induced a significant increase of luciferase activity.
The induced luciferase expression was abolished only when the pramoter truncates lost the region containing the GATAL site (EPO CS).
(a)Schematic representatives of RpL6 pramoter (1) and its ncates (2~4). O: «[INCS; 0: »IFENCS; m: EPOCS:0: SV40
praroter. (b) Reporter assay of RpL6 pramoter and truncates as shown in{a). [J: untreated: ©: FPO.



2002; 29 (4) M FESE B ER

— ), BATE S AT GATAL M%7 51
RpL6 Ji 8 7 K B, 3 A UKL pGL3 [ 9¢ )t % i &
R B, 5 ) 45 21 10 31 5 50k B 9 K562 4
Mo, #5036 h, fEREFE LA EPO /EH
60 min, ARG RN, AE A0 RLAR b R
POt E W EIL, WK 2 fiox, 4 EPO 4H G
RpL6 Ji3h i PE W Wt s, H 5 GATAL N4 7
PGS A HERR, X410 EPO &b
PIR] H 3% T RpLe B3 F g, HX—% S1E
JHRIfig A it RpL6 JA 87 ) GATA 1 iR A7 54
SEELI.
2.3 v-IFN #0 o- IFN %} RpL6 ik B9 $200

£ RpL6 i3 3 7 X 48k 47 3 A v-1FN [ |3 %
J¥ %) (caCATGAGTCge, cgGAGTAAAGaaa, tec
CATGATGCcee) F1 1 A «IFN2 (1) N % JF 41
(ggAAGTGAtettt). X 48 W 2% J5 41 1) 47 16 ¢ 7R
RpL6 B AEAE v IFN Fl - IFN [N E0T. AT
UESX AN HEM,  FRATLE Jurkat 40 M 5T 7780 A
vIFN fl oo IFN, 7% 30 min, 60 min 1 120 min
Jii. A EEHCE RNA, LA RpL6 41 cDNA N8
BRI T RpL6e ) mRNA KFE 28tk (K 3). 45
PR IZ PR THE 20T § RpLe mRNA [ 1
. o«IFN {EH T Jurkat 40 2, 60 min 5 RpL6
mRNA I F 55, 1 v-1FN /EH 120 min J&5 2k
R s A A B . X — 85 A2, RpL6 76k
EL P 252 5] v TFN Fl o IFN 1915 5.

Prog. Biochem. Biophys.

+ 535 -

285

18 5

RpL6/ Taxreb107

Fig. 3 Induction of RpL6 mRNA after treatment with - IFN
or a- IFN as detected by Northern blot

wIFN (5~ 7) oralFN (2~ 4) were added into the culture medium of

Jurkat cells, incubated for 30 min, 60 min and 120 min, the expression

level of RpL6 mRNA was examined by Northern blot. {a) EB staining

of RNA gel; (b) RpL6/Taxreb107 mRNA probed by a ¢cDNA probe.

I: Oming 2 and 5: 30 min; 3 and 6: 60 min; 4 and 7: 120 min.
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Fig.4 Jurkat cells were transiently transfected with reporter plasmids containing different regions of the RpL6
Promoter, and cultured in the presence of a-IFN or Y-IFN
Luciferase activity was analyzed in the cell extracts. Compared with conmol, 3-IFN and eFN induced a significant increase of luciferase
activity. The induced luciferase expression was abolished only when the promoter tuncates lost the region containing the specific sites.
(a)Schematic representatives of full length (1) and truncated (2~ 4) RpL6 provoter. 0@ o lFNCS: @ w-IENCS; m: EFOCS; O: SVd0
pramoter. (b)Reporrer assay of Rpl6 pramoter and tnuncates as shown in (a). [0: untreated; O o TFN; B IFN.
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Regulation of Ribosomal Protein RpL6 Expression by Erythropoietin,
a- Interferon and v- Interferon’

. . *e
WANG JrShu, HAN Hua
{ Department of Medical Genetics and Develop mental Biology. The Fourth Military Medical University, Xian 710032, China)

Abstract Mouse ribosomal protein (Rp) L6 promoter contains several transeription binding sites, in addition to
common features shared by other Rp promoters, suggesting that RpL6 promoter might be induced by some
extracellular elements. To access this question, Jurkat and K562 cells were cultured with o IFN, v-1IFN or EPO
and looked at RpL6 expression by Northern hybridization as well as reporter assay. Treatment with these
cytokines upregulated RpL6 mRNA was detected by Northern hybridization. Reporter vectors with promoter
fragments containing different transcription factor binding sites were constructed and transiently transfected to
Jurkat and K562 cells cultured with a-IFN, v-IFN or EPO. Luciferase activity was examined in the cell lysates.
The promoter activity of RpL6 was elevated significantly after cytokine treatment. T hese results suggest that

cytokines may increase the transcription level of RpL6 gene via induction of the RpL6 promoter.

Key words ribosomal protein L6, promoter, interferon, erythropoietin, transcription
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