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CD30 stimulation in HTLV-1-infected cells induced DNA damages, which
triggered chromatin bridges and cytokinesis failure, resulting in the accumulation of genomic
abnormalities. DNA damages by CD30 stimulation were caused by generation of reactive oxygen species
(ROS) through activation of phosphatidylinositol-3 kinase (PI13K). CD30 stimulation also induced
PD-L1(CD274), which might attenuate exclusion of the HTLV-1-infected cells by immune cells from the
body. Tax did not induce CD30 and these 2 molecules appeared to independently involve induction of
genomic instability and progression of disease statuses.
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HEY G CHMERE S NT-, ZHUE T HTLV-1 EYfia <o PD-L1 OB _EH OJFIKIE PD-L1
7 MBI T O 3 FIORIIZE D LT HWENH D0, ARWFICORE R IT HTLV-1 YR /AR I
BT PD-Ll OB EFAOHFH /A D =X LDFEEERETHHLDOTH S,

(4) HTLV-1 Tax & CD30 ®EAfR DT
Tax 1% CD30 7' 1 — & —DIEMAL #FHE T, Tax ZHMFEH ¥ 72 Jurkat g To CD30
DFB AR L2 D> 7=, Tax [T HTLV-1 ERYSMMORENHEITT 5 & 18 ISRz L 5 8E



BRIC X 0 B IE SN D 2 LRI T WA, —J7 CD30 1 HTLV-1 FEYLHIR O 55 AE A
HEATT 2 ERBMNIEZ D2 EDRRESN TS, 7745 Tax & CD30 ITJRAED Frp 5B
I HTLV-1 G o 7 7 b B O LR OERICE 53 2 AlRetE R S -,

LI EDORREZ FRICE & DT,

CD30RI#k

BEFREOEL

),

PI3K/ROS

)

gL NI

TaxJER7FAI72CD3055E

l

NF-xB

HTLV-1 B 4ERE
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