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Repression of p21 Expression by Hepatitis B Virus X
Protein via a p53-Independent Pathway
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HBx @l do] &3 M9 F4d vXe e F71A A2 dutse A3
7} Ra5l3 ok HBx @A FA27]19] mouse fibroblastol]l LA 7]H AL
712l Aol FEgo] TEEH AZTEG S FAANI= 98 FP3e o=
B ATH3]L HBxe ME9 pb3& ArteEadA AAA7E HAeE HIF[HY
[4]. =% HBx ©@¥=zL p53 tumor suppressorst & 2430 2 M apoptosisE
A et Ao2x EuF 2]

o]¢}= w2 wido)] HBx @ &do] MEAHPALE FE38F11[1,2], primary rat
embryo fibroblasts®] oncogenic transformatio® A 3ch= E37F A A=Ak
[6]. =3} HBxE p-53 vlo&3 AZzH p2le BdE F7HAA Gl-S 3PS
A dAe] ¥ A 5]
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E dFdME HBx @A A F4 9 g4 AfdFEHE A7) A8
mouse fibroblost cell§l NIH 3T3 cellel HBx X A& stable 3 transient
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cell counting

Colony number

29 1. HBxol 93 NIH 3T3 A2 4] £z 9 348
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A. p21 mRNA
B. G3PDH mRNA

www wiws o s | C. D21 protein

29 3. HBx Hd AEFAX p2l 2 £F9 ¥

K

HBx 28 A ZFW)A p2l mRNA % protein 59 Zarb AAeEdA
AUE AE A7) 93ty HBx@¥l A o] p2l promoterdl] PIX= 43S CAT
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