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[Summary]

The functional role of human class II antigens were analyzed by using human CTL clones
and monoclonal antibodies specific to human class IT antigens. Among CTL clones generated
from alloreactive T cells, were M-27 and K-154 clones, whose CTL activities were inhibited by
anti-DR framework antibody 7B 6 and anti-DQ antibody Sh-2. It was concluded that the DQ
antigen played a crucial role in the CTL activities of these two clones.

First, there was a strong correlation between CTL activity of the M-27 clone and the expres-
sion of Sh-2 reactive antigen on the target cells.

Second, inhibitory activity of Sh-2 antibody on K-154 CTL clone was dependent on the
expression of Sh-2 reactive antigen on the target cells.

Third, CTL activity of K-154 clone was inhibited by another anti-DQ antibody BV 3 but
not by anti-DR antibody DI4. The Sh-2 reactive epitope and DQw 3 allodeterminant were not
regarded as target epitopes for the K-154 clone, hecause the donor of K-154 clone expressed
both the DQw 3 and Sh-2 reactive antigens.
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NTH 54, DQ FEOEIEIC DL T O 57T
o, bhvbhid, DQ GRROBEZRIT T 2 85
<, T flufkiE0U &2 ¢ dHh 5 CML (cell-mediated
lympholysis) OREERFEMNTHRIFETE -7, CML
T, U4 VAR, BRI, SR EORESE
T AW SN TE b target RO IC class T,
class TI HFIATIAERHERI LTHEC Embh
TWa. HLA HiEO TS class THFE (HLA-A, B,
C)*®, class II $7Ed 5 £ @ HLA-DR™-'® 5 L F
DP HE'OM, target HIRE L DG Z EHHEINT
L a A, DQ FEIET AHEREDTLR ., bbb
MiFT T, DQ HEZRIE Y v 9B E 4 G (mixed
lymphocyte reaction=MLR) |z {2BE 3 5w filEE
WNEWRE LA, 4EE, DQ #HilEEFicki 51
4 a—whif&E T, CTL{cytotoxic T lymphocyte)
g 0—rOLSTRFERA. 2 ORE, DQ HE
Fit CML Bl 5E LT a2 &M T Ml o—vD L
~NTHEES A, DQ §HilEZED CTL @ target JUEHE
RECEESREEE > T AT REEBEE G &7 - 2D
THETS.

II. ERHEELUAE

1. THieso—>

T ey v —viz, FHOOHFEICHEL™, b hEE#
Billle# stimulator & LTHIELTS 25~THHD
alloreactive T =, 209%(v/v) interleukin-2¢1L-2)
B & UOHE SR AR (antigen presenting cell=APC)
#7EF T Terasaki microplate % F]\ 7z limiting dilu-
tion (0.3 412 0.5 fE/well) Xk b IER L.

CEERICHI O o B AR B Ml K donor @DKRHT

) vtk HLA-phenotype {23 112 7% L 7z (donor
A3y »o9Eke> HLA-phenotype [34LREESEAT L
H, EHERESORATICESHTOS).

responder @ 1 v <5k, donor OFEM M & b, Fi-
coll-Conray (JLifi ¢ 1.084) 7z Em ok (1800
rpm, 304y T4 EEL, MEPS i T 2[g g & (2000
rpm, 54%, 800rpm 1043p) #, 10% AB Fim#in
RPMI 1640 (s s Tl IL-2 &LT, et
SR BRI 2 10% well %, 200 f£1Z 355 LAcPHA-P
(Difco #08) = 20%(v/v) O¥IGITINAZE % ABH

HLA (Class 11}

A B DR DQ Sh-2
Donor
M.K. 24/11 13/35 w9/~ w3/- +
N.M. 2/w33 44 /w46 wbY /w8 wl/- -
S.H. 2/11 35/(39) w9/6J wl/w3 +
b b EREE B R
EBV-Sa 9/9 T/7 1/1 wl/wl -
EB-CMG 3/3 Ml 2/2 wl/wl —
MAT _ 3/3 w2/w2 -
ER 2/2 44/44 4/4 w3/ w3 +
L-KT-9 11724 40/40 4/4 w3/w3 +
EBV-Wa 9/9 wbd/wb4 4/4 —
IDF 26/28 18/38 5/5 w3/ w3 +
JMe 2/2 39/39 5/5 w3/w3 +
SWEIG 5/5 w3/ w3 4
L-KT-11 wl9/wl9 44 /44 wbY /w6y —
HOR wl9/w19 12/12 wb,/w6 wl/wl -
EBV-Sh 2/2 15/15 wb. 2/wb.2  w3/w3 +
LG-10 29/29 12/12 777 w2/w2 —_
L-PITOTT 20/29 44/44 7/7 w2/ wi —
EBV-Ky 26/11 wbl/w48 w9,/w9 w3/w3 +
L-KT-12 29/w19 5/6 wd/w9 w3/ w3 +
ISK 2/24 15/w61 w9/w9 w3/w3 +
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i RPMI 1640 (o THE L, 48 Mo Hsak B
% Amicon membrane PM-10,(Amicon 3 =4 &
i LicoERb . S/, i b Dot Lo
Hofiiaic, mitomycin-C (MMC) 230pg/ml %04 T
37°C, 30 43[4LERE:, MEPS icC 2 [k (1500 rpm
541) L, 1x10°ml ici#EL7-bD% APC & LTH
L.

LiZohEc LB/ csa—vi3 IL-2 X0 APC
FHET TN TN 3.

2. Bop—fk

b b oclass IT HFICHT 387 o — i,
ler, Milstein & FE'IC8ELT, b MEEBMR T
famEhioew A AR GTE 6 Ak, TB6 Hifk
13 class II #{[5i®® monomorphic determinant 2 H
L, DI4 #i{ki2 DR HiE® monomorphic determi-
nant Z#H L, BV 3 §iffds ko Sh-2 Hifklz DQ it

Kaéh-

it (Vol.
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i polymorphic determinant ##r {14 2. 7B6 i
ik, DI4 §it{k, BV 3 §ijfis Lo Sh-2 kot 42
P4 FRIO R EIZ DT lE, sequential coprecipita-
tion Pz L D SR TS, Sh-2 & Lo HLA-
AZ Gpdkiz, 7 ¥+ 7RG ICReP BT, LT
& b 457, ISCR-3 Hipk™ G E, NIH, NCI,
WREBENLE bS53 N) 13, i B i Th
Ye b DR R ERREISEERRTHR TS 5.

3. radioimmunoassay

e FMEEBARICENT, Sh-2 kTt sh
AUEYGER © F 13 Katagiri & @ i ok 1o
I-EEE AL class T1 75 4 T & % I-pap-Sh

0z radioimmunoassay  ORIEERS 1o & b BT

Lt

4. U REGEERG (mixed lymphocyte reaction

= 1) MLR 2) CML
L (1) (2) (3) cML
I E/T ratio = 5:1 E/T ratio =10:1
10 100~ 100 |~
2
Q
w 3
T
(=9
b 24
15 “ 50(. 50 |-
5 N :{ £ e
a
2
5 T
D 1 = 1 D 1 ] { | ] |l
C 7B6 Sh-2 C 7B6 Sh-2 C 786 Sh-2

B 1 MLR kktr CML (235 240 class IT Hifkepmiizhi
(1) MLR j&, stimulator ffiii EBV-Ky (2x10*/well} & responder $ift donor MK. ;i
A B EHE (1x10%/well) & @ allogeneic MLR #fait Licb o ThH 3.
(2) CML 3, target #ijs EBV-Ky & donor M. K. @ik, EBV-Ky T 2
ME D alloreactive T #fz effector & L7z#d CML 2G5 LimbDTH S,
(3) CML (3, target #1#8 EBV-Ky & donor MK. @l Bi#i% EBV-Ky, L-KT-
1242°TH # 2 [ @ alloreactive T ffiffa% effector L& Lizigd CML %t Lz

LOTH S,

CHMY o — VvHEABASTOWRISHRTSH Y, 7B6, Sh-2 3E 4O o — ik (20~259%

v/v)) A>T BEIERTEH S,
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=MLR) Tadt 200pl/well L T5% CO, ZFIEFT3ITC 4%
96 FAEZ L — FEHNT MMC B & b 3E3E B [ S 7, RUSHTHR, &0 (800 rpm 5 43) L,
fi% stimulator(2x 10" /well) & L, EH A A 8142 41 L 100pd hDBAHNEMEERIE Ui, 2 oDEsIE,
ig#% responder(lx10°/well) & L7 allogeneic MLR triplicate CfJ/i~-7-. CTL #Ed#kid,

% triplicate TTLy, BUSHEMS SRIKCH 7 0 — v 9% specific lysis
ik (10 fEmRiE 269% (v/v)) ZinZ, 5% CO, fEff ( Experimental Release-Minimal Release J.OO)
TTITC b5 ARk L, (H)-thymidine 0.5¢Ci/well Maximal Release-Minimal Release

#hnA 18 Beflf#tic harvest L DNA &akigs Ml L ik HE Ui, Skl & 23iEIE 13, CTL assay

7. UGS ERRHCE Y v — v fi & (10 #5733, 25%
5. CTL (eytotoxic T lymphocyte) & (v/v)) ZinA, ABRGHEO L 10040 ol iz

96 FAE 7 L — b & 0 T 'Cr-release assay p:lc HiE L7z, minimal release & LT, #ii# target 4y
& v CTL jEfeaflE L, Cr 2 3MAHER S & T O A% 10% AB Bikin RPMI 1640 T 4 B[Sk
e Ui b R REGE B (1~3 % 10°/50pl/well) % tar- e, b 1004 iR B L7z, maximal re-
get ffadL Lic. effector il (1~3x10'/100p1/well) lease & LT, #1i# target #J@ % 19 Triton X-100
1310% AB ZimaGin RPMI 1640 joigti: & &5 e, Tl L 4 R e o kiY 1000 dhodfi 5 & ¢ %
target fifd& effector ffifudiE4H, cold medium |z HiE L.

Y pa— ABf2 o—2(5-6) Bi#Z o —3 (K-4) o CHZD—V
Bl ° ® ° (M-27)
v ®
44 ®
& 50 |- . L 50 ° 50 | 50 L
e
G
2 ®
0 ® [ ]
a2 °
0 L 1 1 0 L 1 1 1 0 " 9 L 1 0 ! 1 1
€ 7B6 Sh-2 C 786 Sh-2 anti- C 7B6 Sh-2 ISCR3 C 7B6 Sh-2
HLA-A2

B2 #zo—rifkicks CLT Eikomiles — v
Ao a—2id 56 %, Bffsro—vi3 K4 %, £ UTCREY o— @M -27 24)c LTl <
—viEnlic, #Y7a—-y, K-4 @ target fifgid EBV-Ky T E/T ratio i34 4 5% 1, 431 T
H5. 56, M-27 @ target fiffliz EBV-Sh ©, E/T ratio 1344 1051, 5381 TH5.
CREY o—YHAMBALEWEIERTHY, 7B6, Sh-2, anti-HLA-A 2, ISCR-3 |28 4 DK
o — ik (25% (v/v)) A S TWARISHETH 3.

#& 2 CTL 7 o— v @ieHEs

Donor Stimulator #ift Target Hif CTL # o — > @ Inhibition pattern
A B & D
7TB6(—) TB6(+) 7B6(+) 7B6(—)
Sh-20—) Sh-2(—) Sh-2(+) Sh-2(+)
M.EK. @ PBL Ky-Ky EBV-Ky 12 9 0 0
o
_Ky-L-KT12 EBV-Ky 4 12 0 0
Sh-ER-Sh EBV-Sh 0 0 1 0
Sh-Sh EBV-Sh 0 1 1 0
NM. @ PBL Sh-ER-Ky EBV-Sh 5 2 3 0
-ISK-Sh
Sh-Ky EBV-5h 14 6 2 0

Total 35 30 i 0
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1. CTL KU % o—ORif
donor ML.K. @31 w25k (DRw9/-, DQw 3/-)
L DRwOFEAA LT A e FMEEBAIMEBV-Ky
(DRw9/DRw 9, DQw 3/DQw 3) & @ allogeneic MLR
13, EM SO & FEEE, = b oclass 1T o fra-
mework Zf A 7TB6 Hfkick <Ml i
P, DQ fEicd S Sh-2 FiffoTidmil & N o
Fo (E1C1)), TB6 Hifkic & amizh it s
z &, DQ HiELAD class 1T Hf Lo &} —
Fizk-T MLR ##EEIhLEEL GRS, KL
responder 47 stimulator #ifuAukfE 3 5 DRwI
jzco MLR iz LTWiEnEELI S5, Lkl
frhin EBV-Ky T 2 [@#l#% L T& 5i7: donor MK,
@ effector #jam EBV-Ky it % CTL G4k
TB6 fifk, Sh-2 HFAOmMPHIC L - TIMH & 278
Sfs (M1@). Wic, class I HiE® 8125 255D
DRw 9 + =44 EBV-Ky, &0 L-KT-12c
Z gL 2EEHLTHE SN donor MK, @ effector
mian EBV-Ky w93 CTL BEzH#E L. <
DR, 7TB6 fifkic kb CTL fEkAslareicing s
iz, Lal, Sh-2 fiilkickomilah -7 (F

(1) M-27 20—
100 |~
L I E/T ratio = 5:1
wvi
]
(8]
-
)
5 50 |-
-+
=
Q
2
e
o g 2 I
0 | | ]
G 7B6 Sh-2

103, sz sz Sk b, class 1T HEIC
wtd A CTL A #8in Lo al il his L s,

2. CTL & n— O

allogeneic MLR T#Fi LT < 5 alloreactive T
f@a limiting dilution itk s w— 4k Lic CTL
s o—vit, TB6 dilk, Sh-2 pifkic & 3 CTL &
OMFEFR» S, RO 4BHCKEnE ("2, F2).

A B TB6 $ifks L TF Sh-2 fiifkick b CTL {EiE
P E AT 2 o — v ETH D class T §EFFHH CTL
EiicME5 LT A RS L b, ABRODY o—
vz iz donor GllL & target Efupidigd- 2 HLA-
A2HFICHT 287 o — vk TE o CTL FEHEh
fEhad 7 o—rBEELL (E2(AFD.

B#: 7TB6 fifkickh CTL F#Easim phldh s
B5 Sh-2 BUATIRIME S0y e—vBTHD, DQ
il SRR class 1T §ifsihs CTL fEdcfiG LT
aalfetkh i ohtc, ciso CTL yo— v @h
iZld, DR fifaE#lis 287 o— 4k ISCR-3 (T
&b CTL FHEhmflehzso—-vBEELL (E
2(B#)).

C §: 7B6 Hifks i Sh-2 #ifkic kb CTL &k
MM E NS s o —vETH D, Sh-2 Hikiskibid 2

(2) K154 pn=
100 -

E/T ratio = 10:1

k3

50 §- I

C 786 Sh-2 DI4 BV3
(anti- (anti-
DR) DQ)

3 CEcET2 CTL 7 m—» M-27, K-154 M7 o — vHdic X 2 Mmilizh i
M-27, K-154 # o — v % effector AL LT target 4ifie EBV-Sh (cxtd 5 CTL

EEMM LIz bDTH B,

Ciatis o— viiHMA - TWRWEIEETH D, 7B6, Sh-2, DI4, BV3 |34

R DHLY B — Y HE (5% (v/¥) HA- TOBRIERTH 5.
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DQ HiF (FfclEsiFEEL) » CTL fFEHc B 5 L
TWATREEA Z Sz, stimulator f{ifs 2 2 2
chickh oDy o — MBI HRIING 3 R
FEvohiddhs7c (2, R2(CE).

D #: 7B6 Hiffick b CTL FHFm i Endn
A3, Sh-2 Ffkic kWM& NE s o—v BT, BIES
TEREh TR (F2),

3. C g CTL ¥ n— v Qi

CRICRY 52 o —vOhTHAT L2 7 013, M-27
BIU K15 yo—-vTH5H M-IT 7 o—rid,
donor NNM.(DRw6Y /w8 DQwl/-) kM) v <8k
% DQw 3 HiFi %71 3+ e A 4kdE i Bl EBV-
Sh—ER—EBV-Ky—ISK—EBV-Sh Tl LT 541
fcou—vTHEL (F3C(1)). 7TB6 ks Sh-2 ik
iz X b EBV-Sh (DRw6.2/w6.2, DQw3/w3) T
w9 B CTL jifkhisd < M & h, DQ il M-27
yo—v® CTL EfkiclE LTtk 88 A2 &

o —vEAn7: HLA-DQ HiFitsteoitT 129

fifc. M-27 2 o— vEFOT, L85 BMCHT
% CTL JEi:a it Lic & 2 A target i Sh-2 it
FowxsEds M-27 so—vo CTL jE#E—%LTH
b (FE3(1)), 20 M-27 2 o—vii Sh-2 #i{k Tk
a5 % target HilHE LTHilaiESEZ - T
WALEL OGN

K-164 2 o — » %, donor MK. (DRw 9/-, DQw
3/-) DoAY »oekA EBV-Sh T2EPER# LT
#Boij, 2oy o—r@ EBV-Sh 42 CTL &
i TB6 Bhtr Sh-2 fiffic kb imfl s i (3
(2)). £/, bt DR HifkTH 3 DI bifkic &k oimil
Zhisogs, DQ HLEICHRAYE BV 3 Hikic & o il
Xht (M3(2)). Wwic K-154 7 o — v A TRE
iR Bfiiaic s CTL iRkt aiay L &
7, target #o Sh-2 HEOHA L K-154 # o —
v@ CTL fE#EEE—8 LA L L, L-KT-12
ISK, &kt L-PITOTT ic LCid—HAEAHd =/
(F£3(2), chonz LU K-14 7 o—20

x 3 CHicE+ s CTL 2 o— vo#&ilikka B jilicitd 48Rk

_— HLA Percent specific lysis
SR " B DR Sh-2 ot =gy
EBV-Sh 2/2 15/15  wb.2/w6.2 [+ | [49.8 = 1.6]
ER 2/2 44/44 4/4 + | 189.6 +16.7
EBV-Ky 26/11  wbl/w48  w9/w9 |+ | 40.9 + 3.5
L-KT-11  wl9/wl9  44/44 WY /wbY  — 4.0 + 3.7
EBV-Wa 9/9 wb4 /w4 4/4 - 0.4 + 0.5
i . ) HLA Percent specific lysis
e B DR Sh-2 ottt

EBV-Sa 9/9 7/7 1/1 — 0.9 = 2.2
EB-CMG 3/3 7/7 2/2 s 3.4 + 4.9
MAT 3/3 = 5.9 = 0.5
ER 2/2 44,44 4/4 [+] J18.1 £+ 4.6
L-KT-9 11/24 40740 4/4 - 4.9 = 3.1
IDF 26/28 18/38 5/5 T+ [15.4 = 4.2|
IMe 2/2 39/39 5/5 + 12.9 + 5.7
SWEIG 5/5 |+ | 24.8 + 3.9
L-KT-11  wl9/wl9  44/44  w6Y/w6Y  — 7.054 0.15
HOR wl9/wlo  12/12 w6/ w6 = 4.1 * 1.3
EBV-Sh 2/2 15/15  w6.2/w6.2 [+ | [20.4 = 2.5]
LG-10 29/29 12/12 7/7 = 7.0 + 6.2
L-PITOTT  29/29 44744 717 = 107531
L-KT-12 29/w19 5/5 w3/ w9

ISK 2/24 15/w61 w9/w9

(E/T ratio=10: 1)
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donor 73 DQw 3 F4RLEHF LTHE C & h 5,
DQw 3 HiFEsdE & 13N A DQ HiEAT- o= e
—FERE LU THREE SR s TOAHHEENER &
y i1y f

v. % =

[EFT, DQ HFZOBEEC DO TOEMIZY S
T SEM G 1 allogeneie 5 4 78 autologous MLR
D7 o — LR OfENT, class 11 §iE i monomor-
phic 7 7B6 fifkiz MLR 23 mfil L, DQ hukic
SRS Sh-2 Pffisig] LisnwarsE &, Sh-2 hifk
IkhEtisng DQ flihs MLR )59 2wtk
DEHEFICAOTT N ERR LI,

CML cf54 3 HLA HEE LT class 1 HifEe®
OiFpic, DR Hg~', DP HE'™ @ class 1T 4§l
MEEEN TS, AERTHI class IT fi{kT CTL
LA & LT class T HIEAE S LTS SifEE S
Nz CTL 7o—v (AR, B class IT frame-
work Hifk 7B6 @& T CTL fEdEAsm il & 41, Sh-2
ik cimilzhd DQ FEEEA D class 1T {7504
LT3 EfEaha CTL 7o—v (BE) g0
HFETEZSIW . 4ERBChoD s o— v EORMEI
BAZTE-THAL, UL, ABICET S/ 0—>
D—EE, effector fiffddk L TF target FEicdim 4 4
HLA-AZ jcttd 32 o — vifiT CTL {GEikhsinh
Eha o EhEshi, class T fiEA CML o i
SFEUTHE LTH AWk, ¥/:-i3, HLA-A2 B
{£® heterogeneity |Z L B AAEMEDIE Z & h 722,
¥, BEso—viicld, 3 DR §ifkT CTL Ei
DAlENEE0 (K4 7o0—v) OFFEEFHELTH
B, f2i2L K4 2 o—vo donor & target ffuodt
HT3 DRw9 = b =73 K4 # o — » D target
TR &R0 nEFEL S, DP oW SIc20T
DERFHIFTIE - TR,

DQ FFEICH T 203 @ T, Spits 52, DRwé
CHREMNER D CTL 20— v o CTL E#H, #
DC-1 (3 DQw 1) fifkick hipifl s h s 2 &2 8E L
TEH**, DQw 1 target FiEEAAHBEZ &
EZRLTVS. RFBTRENIE DI, M-27T 20—
i3 DQw 3 HiliH A 975 Sh-2 $ifkic & 0 CTL &tk
DRl 24, SFikEE BAIa%E target & L7 CTL jF
o & Sh-2 filkoMild 2o € b —FORI LN
—FE L7 &S, DQw 3 HEAM-27 £ o — @ tar-
get IMETHATfEMEAEZ Shdz. £/, K-164 /7 o
—>iE, DQ HEcHRMT Sh-2 Hifk, BV 3 3ifis

J U4 class IT framework $i5{4Td 2 7B6 §i4k T CTL
eI S, BT DR $ifkTdha DI Hidk T3 im
HEHDho7c, K-154 (2 DQw 3 iEE T 5 2 do-
nor MLK. @34 ) >~ 9584, EBV-Sh(DQw 3/DQw 3)
iIcxviMLTE O CTL Y o—>Thsd. Lizps
->T DQw3 = & [ —7E {5 CTL @ target HiE &
ToTOAWHEREZ A, L Lighs, CTL
fattds DQ iz fstngrs Sh-2 ik L0 BV 3 &
Hizkbafilshs kb, DQ HEAT Lo DQw
IERHBEL P —7 M target FELE-TWAT
S ohA, #3(2)08ERED, K-164 2 o —
@ CTL EkDH R, target S0 Sh-2 HiEFs
HEBR—H LTV A D Sh-2 HiEKR#o L-PITOTT
it LT CTL @b ohtz. 21LT K-154 #
a—@ L-PITOTT jz#f4 % CTL #E#:id Sh-2 #ik
kTRl Ehisie-/o, Licdi- Tz oS0k
Erarkicid DQ SiEMES LThiant#EZ 5N 3.

Ben-Nun 53, =@ 24&RNT, B—o CTL 20—
VAR A 2RO T © L — I HIET B W SRR
BELTELY*™, coz &hb, K-154 yu—v &
L-PITOTT &atRicid, DQ #HEPoHEHE
ELTOSEEENEA LN 5. $£/, Sh-2 FEBH:
filaTHsd L-KT-12 5L ISK e LT CTL #Fik:
PEH Nt Z & B, Sh-2 iz F—7H
f&hs CTL @ target TRV L& L o h

-
(o

V. 8 &

b PR BANEA target MRS LT, & FAEY >~
SEEHESNS CTL s o—vi3, Hi class II Bis
o — YHffic kAl s — vick b 4 BRC KRB NG
3.

AT, 15 class I1 framework 3% 7B6 5 L obsg
DQ #ifk Sh-2 ¢ CTL sl icnBTh Dy,
it class I HifkTilifilshn s 4 o— w254 Tz,

B¥iZ, 7B6 $if&T CTL Zé:aimEliah Sh-2 #
ETIEHAHESNAVLETHD, 4 DR fikThid 2 h
B3/0—rE&ATHW:. AR, BEIE$+ 5 CTL »
o — EEEE IR S,

CH#ig, 7B6 BXu Sh-2 mifErTiaha®T
HbH. ZORICETS 220 CTL 4 o—» (M-27,
K-154) ofigirt b, oo CTL E#iciz DQ
FHEELTOLEC EMHLREL -7, b5, @
target M DQ HiFEHFE L CTL fEi:HHEE T+ 3
(M-27 2 o—), @ Sh-2 Hidkic & 2 CTL FEitdm
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flhs, target MOHEFERFT MM 55 (K-154 7o
=), @ #i DR fifk DI4 <& CTL {GEiEAdmil S

his

Wi, Blowk DQ Hifk BV3 chliflshg 7 o—

v (K-154) HsfEfe Lic.

Pll, DQ HifEss CML icli5ELTnhat %

T #
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