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[ ABSTRACT]

shock protein25 (HSP2S) .
1/MycHis KLF4 into C,Cy, cell.

Stable Transformation;  Myogenic C,Cj, Cell;  Overex-

Aim To investigate the effects of Kruppellike factor 4( KLF4) overexpression on the expression of heat
Methods Two stable cell lines were made by transforming pcDNA3. 1/MycHis(-) or pcDNA3.
Reverse transcription polymerase chain reaction( RT-PCR) and Western Blot were employed to

study the influence of KLLF4 on the expression of HSP25 mRNA and protein respectively under normal physiological and heat shock

conditions.

lines are relatively low.

vector cell lines not only under normal conditions but when recovered one hour and three hours after heat shock.

heat shock, the levels of HSP25 mRNA showed no significant difference between these two cell lines.

Results Under normal physiological condition,

the expression of HSP25 mRNA and protein in these two cell
However, HSP25 mRNA level in KLLF4 over expressed cell was significantly higher than that of empty

Six hours after
Under both normal physio-

logical conditions and different time intervals during the recovery of heat shock, the HSP25 protein level was higher in KLF4 over

expressed cell line than that in the vector line.

Conclusions Under both physiological and heat shock conditions, KLF4 over

expression can enhance the expression of HSP25 in the myogenic C,Cy, cell.
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testinal alkaline phosphatase, IAP) 242 & it F2 B ( orni-
thine decarboxylase, ODC) B 5% & 1 ( B- catenin) - 41 ffJ
JABAEE F D1 cyclin D1) F2H Ji 8 Jid 2 B§ ( histidine
decarboxylase, HDC) & 2 /N3 [K J 3)) ¥ 1) % s v M gt
TR, BEARER K IERIEE S b, M4
B SR R R R 2 M Y . RE
WEFCN R IAE AL /N BR O WLZEL 2R i L 4L
Je/NER RAW264. 7 41l KLF4 ) mRNA 58 3%
BhEEE"Y,

Kruppel £ 4 & Sp/Kruppel FEEE8 35 K1
FIEWIR A Z —o XAFKIE BT Z= D 2K 20 4
R, 10 Spl-4.KLF1-7 % . Sp/Kruppel ¥ [ 7 & #Hl
AN —REAFEEDRINEAR, B35 FEH
FSE5E o0 R K B 5 B A Al 72, R 5 R
EZMI A K. WK, Sp/Kruppel F K T B
5% 5 2 VARSI E O RIE. B0, Spl REE H
A S HSP70 fIRIE™ ;T KLF6.Sp2 A1 Sp3 BE 4%
$L[F]% S HSP4T (kik' . {H KIF4 R A% S
PR B 1 BRI H T R ARGE .

ARG R o 2 B 4 peDNA3. 1/mycHis( - ) F
KLF4 pcDNA3. 1/mycHis( - ) PiFANE G, Co ZH LR,

43 5 N mRNA 7K~ R & [ 7K-F PR 1) KLF4 7 42 #UR
AR T [ SLIE X HSP25 e IA FIFEIR, & Bl KLF4
T RIERH CCo WUFE A HSP25 mRis. HAE
Y5 B2 o 1 7 06 /N B HSP2S 2E R ) i 3 1 X
R 2 A KUF4 256 0, Ui KLUF4 mReiE g 5
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HSP25 f)3Rik, M KIEEH . REF AN QK IEZ
F ¥ Ml s B 8 % 7 o B B o R TR 55 7 v — o
5] B KLF4 %} HSP25 3 [K 2214 H AL .

25 bk, HSP25 FIERIA 1] e 32 4% Kl KLF4 (1)
VAT, RO R AR FH R AR LS, ik — R H
ZMLHI TR ADIG YT HSP25 Mk iR itk &, A
R 5 B T B B T ) S R
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