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The Cell Surface Expression of H2-M3 Does Not Directly Effect
on the Killing Activity of NK Cell

Sang Yeol Lee and Taehoon Chun®*

Department of Life Science, College of Natural Sciences, Kyungwon University, 461-701, Korea
*College of Life Sciences and Biotechnology, Korea University, 136-701, Korea

Abstract — H2-M3 (M3) is a unique antigen presenting molecule which provides N-formylated peptide to certain type of
T cells. Previous observation indicated that NK cell activity is significantly diminished during listerial infection in H2-M3" mice.
To explore the possibility that M3 expression directly effect on NK cell activity, we measured NK cell activity with or with-
out stimulation of N-formylated peptide on antigen presenting cells. Results indicated that the expression of M3 is not
directly influence on NK cell activity. Further study will be focused on the indirect effect of M3 on regulating NK cell activity.
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Fig. 1 - Establishment of LAK and poly I: C activated killer cells.
Generated LAK and poly 1: C activated Killer cells were
stained with antibody against TCRP chain and NK1.1.
Numbers indicate percentages of cells in the corresponding
quadrant. The results are representative of three separate
experiments.
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LAK”} Poly(I: C)ell &J&ll &/d3} ok NK AlZR.T; Al3E54d e
gk FAdo] k=, o8 d o= LAKS| 7-¢- NKAIE 3%
HOIAPS WEsh= AEE effector® A7) wEd Zlo]c},

Fig. 2 — The function of LAK and poly I: C activated killer cells.
Percent specific lysis of target cells (YAC-1 and P388D1)
were measured to access the function of LAK (A) and poly
I: C activated killer cells (B). Three independent experi-
ments were done and results are shown as mean=+SE.
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Atk Fig. 2904 B A o] LAKS} poly(I: C) activated
killer celk> target M3EE<1 YAC-1 Al3ET=9} P388D1 A&
aypAow A & 4 qlck webr], T 7ER] AlEFelA 94l

M3¢] 311 N-formylated peptldeﬂ A2l sk & M39] M3z
wE S 9% 3 3 M3o W §57) o5 NK AEE9] A

bR

54 A3l wlX= kel disiA gotr ity

Ao AFgE o] X N-formylated peptider= LemA<$} TB4
peptldei LemA peptidet=listeria®lA] 3}A%E 02 M3
7V =L affinityS 71 Fo|th? Fig. 30lM 1= 213} 7o)
LemAE A& 313l Alolli= M39] Al 329 s fdsic),
3k TB4 peptide= Aol x] 3% 9102 LemARTR=

Fig. 3 —Induction of M3 on the cell surface by N-formylated
peptides. (A) YAC-1 and P388D1 cells were incubated with
LemA ((MIGWI) and TB4 (fMFLIDV) peptides at a
concentration of 10 mM overnight. Then, Flow cytometric
analysis was assessed the induction of M3 on the cell
surface. The results are representative of three separate
experiments. (B) YAC-1 and P388D1 cells were incubated
with LemA and TB4 peptides with varying concentrations
of M3-binding peptides. The range of concentrations and
the corresponding hatchmarks are shown. Bars represent
mean fluorescence intensity after staining with anti-M3
antibody as described. Three independent experiments
were done and results are shown as mean=+SE.

M3l thet affinity”} 37 AW, TB4 peptide &4 M32] Al
3 S asitk(Fig, 3). Sv2E 32 LemAdt TB4
peptide’} YAC-1 A|¥EFoll= M39] M¥ 13 1wkl 3 A7)
U= Zlo]thFig. 3). Alw7HA deixl M39] Al 9 i
FTREAJNAMEER! FAVIAE, AL, n)d< B f2
oAt B =]t} webs B Ao Ms HFo® YAC-1
M3l high affinity N-formylated peptideE Al 3-3|= M32]
Wdo] Aol f57t qF Fvh= As A5 whylvk 1 vk

B]—@i ]

Fig. 4 — The induction of M3 on cell surface of target cell does not
influence cytotoxic activity of NK cells. P388D1 cells were
incubated with LemA peptide (10 mM) or negative control
(0.1% DMSO) for overnight. Percent specific lysis of target
cells (DMSO and LemA) were measured to access the
cytotoxic activity of LAK (A) and poly I : C activated killer
cells (B). Three independent experiments were done and
results are shown as mean=+SE.
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