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Transcriptional activity (fold)

E2 - - - - i- - +

GAL4 + - - - . - - -
GAL4-p68 - + - + - + T
VP16-HE1S - - + + - - -
VP16-LBD - - - - + + +

FIG' 2 . p68 interacts with the hERa A/B domain but not with the LBD in
| vive. p68 interacts with the hERa A/B domain in the mammalian two-hybrid
! system. A mammalian two-hybrid system with GAL4-p68 fusion protein and

VP16-ER fusion proteins (VP16-HE15 and VP16-LBD) was used in COS-1 cells.
COS-1 cells were cotransfected with 1 ug of either GAL4-DBD, GAIL4-p68,
VP16-HE15, or VP16-LBD in the presence or absence of E2 (1077 M), along
with 2 ug of 17M2G-CAT reporter plasmid. Significant interaction was detected
only between p68 and the hERa A/B domain.

~

o

MSGYSSDRDR GRDRGFGAPR FGGSRAGPLS GKKFGNPGEK LVKKKWNLDE LPKFEKNFYQ 60
EHPDLARRTA QEVETYRRSK EITVRGHNCP KPVLNFYEAN FPANVMDVIA RONFTEPTAT 120

QAQGWPVALS GLDMVGVAQT GSGKTLSYLL PAIVHINHQOP FLERGDGPIC LVLAPTRELA 180

QQVOQVAAEY CRACRLKSTC IYGGAPRGPQ IRDLERGVEI CIATPGRLID FLECGKTNLR 240
RTTYLVI[DEA DRMLDMGFEP QIRKIVDQIR PDRQTLMWSA TWPKEVRQLA EDFLKDYIHI 300
NIGALELSAN HNILQIVDVC HDVEKDEKLI RIMEEIMSEK ENKTIVFVET KRRCDELTRK 360
MRRDGWPAMG THGDKSQQER DWVLNEFKHG KAPILIATDV ASRGLDVEDV KEVINYDYEN 420

SSEDYIHRIG RTARSTKTGT AYTFFTPNNI KQVSDLISVL REANQAINPK LLQLVEDRGS 480

GRSRGRGGMK- DDRRDRYSAG KRGGFNTFRD RENYDRGYSS LLKRDFGAKT QNGVYSAANY 540
TNGSFGSNFV SAGIQTSFRT GNPTGTYQNG YDSTQQYGSN VPNMHNGMNQ QAYAYPATAA 600

APMIGYPMPT GYSQ - ) 614,

FIG. 1 Amino acid sequence of human p68 RNA helicase protein. The five sequences determined by microsequencing are underlined and completely matched to
the reported p68 RNA helicase protein (GenBank accession no. X15729 and X52104). The nuclear receptor recognition motif (LXXLL motif {15]} is doubly underlined,
and the DEAD box motif is boxed. ‘
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