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with a median follow-up period of 42 (3-104) months.
There were no differences of 5-year non-biochemical
recurrence rates between patients with GS 3+4 and those
with GS 3+4+5 (92 vs. 100 %, p = 0.16) as well as
between patients with GS 4+3 and those with GS 4+3+5
(79 vs. 71 %, p = 0.30).
differences in 3-year non-BCR rates between patients
with GS 4+4 and those with GS 4+4+5 (80 vs. 71 %, p =
0.38).

CONCLUSION : In our population, the presence of

Similarly, there were no

tertiary Gleason grade 5 in RARP specimens has no

strong impact on pathological and prognostic outcomes.
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Antitumor effects of IL-27 against a mouse
chronic myeloid leukemia model

CREFBEAE L ARAE 1| 400 MBI ZE AR M)
O ET

(RS A FFEAT BRI ZE 5T )

AN, w0 IR L W
=R FEZ

IL-27 has potent antitumor activity against various
types of tumors without apparent adverse effects. In the
present study, we investigated whether IL-27 would exert
antitumor effect against hematologic tumors such as
CML as well, or IL-27 would rather augment their
growth by promoting expansion and differentiation of the
CML stem cells as in the case of HSCs.
possibilities, we used a mouse CML model, which was
established with retroviral transduction of BCR/ABL-
GFP in the HSC-enriched Lineage ~Sca-1"c-Kit" (LSK)

fraction, followed by transfer to irradiated recipient mice.

To clarify these

First, to examine the role of exogenous IL-27, IL-27-Tg
mice were used. IL-27-Tg mice transferred with
GFP'BCR/ABL'LSK cells showed attenuated
splenomegaly and decreased number of peripheral WBCs
together with reduced percentage of CD11bt'Gr-1" cells.
The percentage of activated CD107a"CD8" T cells as
well as CD8" T cells in the spleen was enhanced in the
IL-27-Tg mice. Moreover, interestingly, the percentage
of apoptotic GFP'BCR/ABL" cells but not of apoptotic
GFP BCR/ABL"™ cells was increased in the IL-27-Tg
mice. Next, the susceptibility of KO mice of WSX-1,
one of the IL-27 receptor subunits, to the development of
CML was examined. WT mice transferred with WSX-
1KO GFP'BCR/ABL' LSK cells showed aggravated
splenomegaly and increased number of peripheral WBCs.
Taken together, the present results suggest that 1L-27
plays antitumorigenic role rather than protumorigenic
role in the development of CML through the mechanisms

including not only CTLs but also direct killing of the
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CML stem cells.
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