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F AR X & B Functional role of phosphatidylinositol 3-kinase/Akt
pathway on cell growth and lytic cycle of Epstein-Barr
virus in the Burkitt' s lymphoma cell line. P3HR-1
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EB 7 1 VX (Epstein-Barr virus; EBV) i 90% LA E DA REAMER R L TW5 A, — A,
RRMBEPIRIERPNA—F v b B Burkitt’ slymphoma; BL). B#. EMREE 1z ¥ D B
BEZE~NOBEEFMNSNT WS, EBV BREBREPLBMEPO_>ORZLIEFREZRSL . B
KD SBEMERE (EBV BiEtEt) ~0B1Tid EBV Big#iB=TF BZLF1 ¥ > /82 H ZEBRA
HEUBRLF1 % VX2 H Rta I2 & > CHBEEN TS, ZEBRA & Rta RHEKIZTHROD 7 A
NZBETFRRZEEA L. WY VX2 H (early antigen; EA), IS > /32 H (viral capsid
antigen; VCA) BAKEIN., HEMZ VA VAN TFHELEEIND EERBEIFETE/ /> b —
VY VIERAD 36 i%) VERILTDBBEERRTI 7 FINMALA ) b—NV 3 FF—F
(phosphatidylinositol 3-kinase; P13-K)/Akt fZRIZMERE. A7, 7R b= R & DMRIS
BoORENZEDLY ., BLtEIUZTOBEERBLIZEST 52 7PV E2ERET R eAHALENTN
%o ‘

AW7Eid. BL #latk. 42 PSHR-1 Mfia DB S LU EBV BiEHLIZ BT 5 PI3-K/Akt /%
B DZENT DWW TR L7z,

e EH*E

EBV 5t BL Mifigtk (Raji, PSHR-1, Akata, Daudi). $& U EBV &t BL #ifid#k (Ramos,
BJAB) % MiF 10%¥M0. FEIRIN RPMI1640 $#iz T 48 FeflE&E®K., V2 Xy 70y MET
Akt O VELERN ) VBRI Akt iAK TI X7z, PSHR-1 Mfid % mER N L UFER g 12 T
3 HESEEL. ERHIZ Akt O VBR(L LMl R Y = XY T Oy MK, BLXUMTT 7 v
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o 4 ¥z TNz, P3HR-1 0% PI3-K 45 RAFEH LY294002 TLE L, Akt V) » Bk ik
LD E Y 2 25 YT Oy bk BEUMIT 7 v € A i CHB~N %, BBV BEMA
DB BE NS 125, LY294002 1% 24 BRI ZEBRA. Rta BEU EA ORBEEY 2 X5 ¥
70 v MET. VCA 2EIEHEE T, fif B ET BRLF1(Rta) D FEE % RT-PCR-Southern ¥
T Lz,

® R

P3HR-1. Akata. Daudi. BJAB #2235\ T Akt DIEHH ) VERILARS5N=H. Rai B
& U Ramos MBI CIE B &N 74 - 720 PSHR-1 MU BT 5 Akt O ) VEALDEAREHTH
<. MBEFEFETIZENWTY Akt DBV YBIEA R 5Nz, —7. BJAB. Akata. Daudi #f
Iz B 5 Akt ) UER(EIZ. MEFEFET TIXBEEIZE D - 7z, PSHR-1 M2k 3 BEIDEEL
BlzEWT, MBEEFET CLHEET LEZFOBBEREERL. Akt 0 ) VBRIEKRELEHETH -
7zo PI3-K BFRMFAEFRTDH 2 LY294002 &, Akt V) VER{L R IREKRGFAIHIGE Lz, Fiz
LY294002 i P8HR-1 Ml CHAICRR LT\ 5 EBV O FEtE{b 2 %) L7z, LY294002 12 &
D ZEBRA O RRZIH SN2\ A5 Rta RU EA O RBISEEICKE L TGS, VCADR
RLELWEAL PR S5 7z, RtamRNA O FERIZ LY294002 IZ & 0 REKFHICHF I Nz,

zZ =

PI3-K/Akt I OEHALIZE %« O BL Mgtk WV TEVWA RS N7z, PI3-K/Akt EBRIE M
LB O I 512 79 5 45, P3HR-1 Mifla Tl M JEKIEE Th - 7z, P3HR-1 Ml TR
PI3-K/Akt ZFEH Mg & EBV BEHILICBSWVWTTHRENIBE L TWE I EXHLr &z
7o PI3-K HRIAERTH 5 LY294002 13. ZEBRA O RBUI M4/ T, Rta mRNA ORE %
FRIELTWizo Akt D) VEILEF — 75 ZEBRAKHFET DI 5. Akt O EBV ¥ %2
HOEHEE I ZEBRA Th 0. ZEBRAD ) VELEHIHT 5 - L TRta DRBEEET B =
EHRBRE NIz, 1LY294002 »° PSHR-1 AIfatk D M7 » EBV BiEt L OS2 #1435 =
L5, PI3-K/Akt BBA TS EBV BEAROBEC ST 30T EBIIC 5 L ARBREN
7o '

ABRIZE D, PSHR-1 Iz 5 % Akt OERHR ) VBt L. MRS L UARKR EBV
BEMHAICET S PIBKAK REORENEEFDD THS L IZE N,

HE A B R 0 EBE

AMRRIEBON—F v b ) > SEBurkitt s lymphoma; BL)# ki 17 % PI3-K/Akt
EELZRNR, Akt ) VBRI BLAIIRARIC L - TR 2 Z 2RI L. HICRED Akt ) V&
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b &Bsi- PSHR-1 M0 HAES LU B4 EBV BEMALL 513 5 PI3K/AK EBOGH %4
& L7zo PSHR-1 Mif@id. MEVR MR B I UIERMEHIZ SWTHRRBE S L UETEN Akt )
VERLVIZIERRBEICR 5. PIS-K FRHIAEH T H 5 1Y294002 i& Akt ') »E{t, M
EE LU EBV BEMHAEZIG L 122 &5 5. PI3-K/Akt Z ¥4 PSHR-1 Ml 1#75 L U EBV
HEHE 2 REMZAT L T3 Z EARBEINE, AR/E EBV Bt BL Mfatk PSHR-1 @
BHEMT Akt D) VBt & EBV BiEHALIZH T 5 PI3-K/Akt F R OBE2MH THS 2z Liz
LD THY., EBV Bk, BEHL. TUTCERIPARBIIEWVW T DERNKEERTDZLDE
R b,
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