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% R ABEAE IR L0 CHTE
W shz? 2K, THIRROBEE 5Ek Lics

JANFATOBEEWEDSRECERHSND X)Xk o723,
Z D% NFAT 1E, DNAKAIZE 59 % Rel homology domain
(RHD) %#H>2, HODT 4V 7+ — 2L (NFATcl~c4,
BIXUNFATS) 2% b0 773) =1L 7T, H#E
RIET TR S HESR, LIMERBLTERYE, ST
LA ERGILICHE DL ENHLNIZENTWY
%57 NFATS &, MBEN A8 LT RICREEC
LB Z T B0, R, LEFTF VEES T ORE
FEEAH L THBE B ICE DS Z LB HE S AT
%Y. NFATcl~c4 (NFATcs) &, RHD O N K ¥ il (2 47 &
3 % calcium regulatory domain (CRD) ZA-LCTHIL T 7 A4
EAFEMEAR A 7 7 % —¥F calcineurin (CN) EFEE L, Z Ol
WxEZF5 (F1)*'"”Y. NFATes (2l ML E N ICFEAET %
A5, HOTEMEALICRED AV v KRR S WG
EN/ZCNIZXY, #HEOY Y bty YREIBLY ~ g
b3 52 & TREZLER Y. ToME, 5 TREIC
BRAT ¥ 7 F )V (nuclear localization signal : NLS) i1 A%
B U TBNICRBAT L, BEWEBR T2 BT 2 a5 30 fi s
DOFBEHINHES LT, ZRO0ESZMET (1)1,
NFAT X, 773V =&k LTELLL0EGT O RICH
boTEY, ZOREN, HWENWREIZEFITLEED
BHRERY S B, 2O, FHEEEHBE~OILH% B
L, NFAT O#7- %Gk b RB I N TV S5, BT
BRIBHICE > T A0 nwv. AT, FE5OK
FEDOWFFERRE &6, NFATes D7 4 YV 7 + — LEINW 2
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CNBR1 CNBR2

[ calcineurin binding region (CNBR)
[ nuclear localization signal (NLS)
[] serine-proline repeat (SP)

[ serine-rich region (SRR)

Rel homology domain

>

— BT (-

rd

calcineurin regulatory domain (CRD)
RI1 NFATcs Dzt & #8hE N 2 4 >~

HIEEREOEFRE, TOEBREEIZOWTIRZW
2. ZNFATOHRE, #EEOZFMHERBICHTH1RE]

NFAT 7 7 3 V) =1, S FFoMigcukicmsaiL,
MR ENZIL2720 Th L, %L OBETOIREH
b B, FNFRDOT AV 7+ —21%, —HICHT
HARFEBL NS — VRN E R THLITTE RV, Z
DFEROERED S, THINLIENFAT 235 2 7 % 8] 2 J 72
FTEMEE SN TEN, THEEZ SO REMRBICE
\J B NFATcA DFEBLL NV IZ & b TRV, gl T,
NFATc1 %> NFATc2 & Jbili L "C NFATe3 254 < &3 L, il
i TIENFATcl 254 I FEBL T 2 4 &, M UHBENTH &
TAVT7+—LORBEIIGENEHL Y, 72 #@IE
TEES T A2 S, S F ST MR RER
2B 2 ENFATORBED IS 2SN TE 72 FRIT, A
W O MBETZAZ, & 4 O NFAT 294 [ o 1 3 70 5 ) %
72LTHBY, NFATcl 2VLAREE, B L CLERRZ ED
JERL %, NFATC3 3 & USNFATc4 25U HE S % T § % #ix
TORBUIEb L 720, ZNHORBE~ 7 2 TIEBAEZIE
LB 31017 NFAT2 RIB< 7 A X IEFIEF T 5728,
P SUGYEDTCHE L T 22 & A5AR S5 11 NFATc4 K
H=7 2h, EENOBBEEIAONR WS, ERGEEK
R EICRE R KT, I, NFAT4 Z BRI B S E7-<
AT, DIEKEEL S,

O X9 IERA LIS b B BIR T 721 TR <
NFAT (& & FEH A b A 4 RMHE 7 DA, CDKA4, cyclin,
c-Myc B & OFasL & &, M@ 7 K F— 2 AT S
LESFLBETERGZRE L, Mo EFRol, B
BZH R 2 F e & L OMRIRENC b 2z
THHEMLTBY, MEEROMERLCHERFICH L S
%00 L7A55 T, NFATH b 2 ¥ 7 F VRIS &
5 HAEL, SO RIERRBISH OD TR D
5.

72 & 213, NFAT 2 & 2 Mlffa 53462 B 1253 % il i B
RO REIX, MBEERICE DS, NFATcl O 1 7 i
BICX > T, MBEMA»TCET 2 & & bIC, BEEREIE
BN THEEERICES 2, NFATclIX, Y7 atFy
) —+2, vascular endothelial growth factor (VEGF) 3 X
¥ CXC chemokine receptor 7 % & DI B % /- L T Il 4
RN UNERERFET LI LT, PAORERERICZYH

(DNA binding domain)

MhbeEN5YTY  HIENFATCl X, WA RKED A
BIOSHAMBE R E, SEEFER5 A TOME TR
BLTEBY 0N —HOPRATIEIZOTFHREIZSMD
HIEDRBEINTWE®, F72NFATcl 1, FRHICD
WEELEEEZRIZLTBY, FRSHE ML o 3 SEHIH K

& LTHRBET 5539, —JiNFATe2 1, M E B ok %
TRIN=VAZFETLILITMZ, RETTATY U8
JEDHRFIED RO SN L R E, FEFEEKISK L CHIfl
WCEHT 22 EARBENS 7Y L L, & - 2
AREWEDOR WD ATIX, ¥ NFATC2 O 56 B 372
HHENTEY, EFMIEEPAMIZBWT, HiENEL
AERETHLUHEMED H 524 NFATe3 % NFATc4 12D
WCh, BEEERICHDLLHmENHL—HT, Aoy
YRR D I A BT B R - BRI,
L bay )V AREGITRR T 51 v ETER 3T 5 B
WD ME SR THEY., BT AV 7+ —41%, PAOH
7200 T OB R L T K9 7

B DR TY, 7 IV N4 < —JF & NFAT O il fifl 5
WL OB R RBARAIRIE SN T 5. WA
NFATc4 B AT HZ 22L&, 7384 FRICk > TiE
BB N DML in viro THBLEN ALY, T/ MNE
BIROMEHTIC X - T, BERMEE TIENFAT2 25, HE
FIHIRER 7 VY N4 < — 5 TIENFATc4 725, 15 oMot
MIZENZENERET 5 2 LR, BAYEDEREILISPEHN
TAH5T7IA FRLANIVE, BHANFAT4 L XV O RIZH
ERIEOMHBEBALNL I L MESNLTVLY, T
INA =R TIE, CNOIEHEALICE D 2/ ALV
L DOFHAEDMMEFAB TR 52 LA 5, NFATes D il
I DIZ DISFER IR D 2 W REMED D 5.

NFATcs {3, il 4014 T i o> 4% BE 56 B2 51 % 7 Foxp3 X2
CTLA4 D5 % HIH L T 54, FasL O FBITHE %
S U IS IE 2 B4 2 2 & 0 5 45050 Gyl
WHEOEL L DRESTTHHDH. TDIZDNFAT > 7 F
VOREE, B ORERBER RIEER B ORI
DL, M) v~ FBRBEOWETAR SN D KIEMIL O
PEAL R AL 4 b A A Y BEAE, VEGF %4 L 729 By 72 115
B X OB E 2 &, £ ® 7 1t ZICNFAT X
M54 552, F 72, NFAT % #8912 H1# 3 % leucine-rich
repeat kinase 2 DK~ 7 A Tlid, NFATe2 DIFHALIZE W,
FEANT UBREET b U 7 L FEEE 4 E TV o) RE B
BALNLZEIWBEENTND Y,
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3. NFATes HlELEOE At & BES

XFEFRRBICBI S NFATOEEENH S 22 5
Z & LAEAT LT, NFAT OFEREHIENC D HHEIC X o
THIMMEFCTE ZEBHEMDILR L TE L BT
TARY Ry 7y A AL, TREEALE O BUGEIH
HELUTHE SN, BIIEE T, 7 PE—MEH %R
JEXMBZEDOT VIVEF—EE, B v~ FRugk
Kbsge, Vv—T A%, FIEHEIE, N—F v Mk
EoOHUTRERD, FAASRMEAIN, F 79— YiE
BB L ONIER 2 SIS THEBIEALTWAS. $/2, K
BRMBIZY 70 AR) vy 70 ) A ARG sz
HTIE, BAERIERMEr oI HE L H AW, L
PLEDVL, SNOLOFEFOS LR ELR, &5 3T
BEOQOLM LZWIFA K& AMEL LT HEENLOSL
B h7228EMH 5. T%bh, RIENHISERT S
BYSEY A 7 LA, B, B L OB % & Ol
R, RILE %2 & O O0mEREE, MREEZ 5 N
YOEICRESI NS ERES 2 L, EELRDDZITTY,
WAL 2 5% < ORIEH s ShTw b 357,

YrUARY YBLFY70) AADOEGIZX Y, GHE
HHENCRE L2 b oSS, £ DRITER»EEEI NS
HHO—2E LT, ZTNOHNFATICEEEHT 52D TIE
% <, NFAT O G PEHIEIZ B 5 CN & A L CTRR % S8
TAHIERDITONL. WAL, I Z M cyclophilin B
X O'FK-binding protein & ’-EI % 57 2 MfaN 5 > 237 &
EHAGHREZTEILL, CNOREREMICHGL TEDRA
77— Btk HET 5%, CNIZ X 5 cyclin D1 DY
YEALTEH E R L7z, LA BEBOTREDL RS Tw
B2 NFAT 7 7 3V =753 T4 <, EIZ50MEY Lo
HHESFRCNIZ L > THIB SN B2 2052 20
FOICHELWERREERO 2912, CNZIER & L 72 NFAT
B OFAIE, R L TEBOQOLYUH I 20 %
W2ty hs.

ZTNZRRS D72 GEHIE L LT, NFAT % HHFEN
EL7-EHE OB A SN TWD. NFATes X, CRD
2 525 P O CNAE A #I% (CNBR) % 4 L TCN &
HAEM 9 5. 19994E121%, % @ 9 B NK i il © CNBR
(CNBR1) 281F 5 % NFATcs D 3Ll Fi s # 312, CNED
BAMEZ S HI2EO216T7 I A S 7 5 Bk~ 7
F K (MAGPHPVIVITGPHEE) #%%Rao 5 2 X - TH % &
n, ZoOa7EINIED E VIVIT &% Ehz?. VIVIT
13, NFATOCNIZH T A2 G28aNICHET 52 LT
NFAT O PEAL 2 JH 3 5. Fhicdo EBEHIIChT
TBHBFZEDOR D, BECHE SN Tw5E, 728 213,
g~ 22T 270 A ZADRBEERL &,
MG SRS PRI R O A~ A ) V5K B B 22
HEPASNDLH, R)TIVF V2L VIVITRT
F F (1IR-VIVIT) Z##5- L7881, 4 v A Y53l
B R G2 IR SOS IR R R R sz T
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INAT=IRETF NI T AIK L, 75/ 74 VAR
75 —%HWCVIVITZEAT AL, 7TIEAL FpTTI—
JRAMTALND =2 —0 VREEFEEHESNLY, L5
B, K%, JEEWMEB X U2RBERFO~ Y ZE TNV
IZBWThH, VIVITIZ X BFIE F 72 13w REHIHIRD R A s
XhTW3 65—68>.

4. BEDNFAT 7 AV 7 4 — LICKT 2 BIREFI D
=¥

VIVITZ 13 L% & $ %, NFATes |2 B 354E M - 2 il 4
DFFEIC L o T, HEOTFRIN SRR BTN L THifE
EBYVOFREIRENTELZICD 2 b ST, BEFT
W72 RIS S 72 b DId v, NFATes O 3544
HIL, NFATcs DAL CNZEE IR T A5 B 2P T & % 1
T, YZURARY) YBINY 70y AR CEIWERE
TOHOAY v MIWFETE 5A%, NFATes fLE % A L 72385
fEH oS TIE, MEREEBZ2MWEIIMEcCE L2V, 22
T4, SHITEMNEZRD, FEDNFATT AV 7 + —
D73 BRI 5 2 LI X o T, BEAESR & R4k
TE& MM TORFEPE SN D EMEZ E 2 CTHZ Hi
ML72E 91, BETUEST ZAORHEMIKE B
TW/=Z ehb, ZOHRIEEN L % 24~ OBETIRGIZ
BIFBENFAT T A V7 + — 2 DKEEE D R B fetEdsd
5. F5, REWNLZTHREY A b HA o THEA V5 —1
L% 4 (IL4) IZDOWTHDBE, NFATcl Z RIS E/2T
ML T IL-4 58 BL5R < P S Rz o2 L o7, A
LD —IDONFAT2 R~ 7 X Tld, IL-4MEEDTLAEDI A
SENTWE Y (L ADEAMRIZTZHNET S L,
NFAT 7 7 3 ) — &% WL 55 L) b, NFATcl 721 %
L 720K E R ON B WEEERH S, L L
BVD, BATRES T AOMN T 6T, e oiE
ZFICRH L TENFAT 7 A V7 4 — A0 ED X ) ICHBED
HLTWBDh, ZARED L) LEHTEREINLTVS
DO, FHT D LIZEHEL W,

ZZTHAIL, HHNORIEZ B ICHE L 225,
NFATcl 5 X INNFATe2 % TAIIE I il 58 3l & & TR T %
LKD), A MHA VBEETIEEI LT TS O
REROMIE L, ZDORA DAL ZMHH LIz ZORE, IL-2
B L GM-CSFIZxF L Tl, NFATcl B X O°NFATc2 & b 12
[l P2 B O Hin B 538G % 7R 9745, TNFa B & OIL-13 12 5%t
L Tld, NFATc2 235 % 3589 %5 —77, NFATcliZiI& A
EHBEG 20 ER RV LY, I, IL-4 08z
T, NFATCLICE o TE VR FLE IR 05,
Z OERGEALIC B 2 TE OIMlOEND, ZhZEho
KIAY T ATH S N7 2 IR DO W 2] ek
R ENT. 5124 1E, NFATcl & NFATc2 O 8] T4
BER AL Y ZZM LA F 250+ % THIICEA LT
fENTS 5 LD, WEHEOEENHEN DR L b —3
53H%, NFATclIZ BT 5 C R DEIG L F A 4 &K
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WL T MOEBRT S ZEEZH LML

NFAT X, £ < OBIZTFHEHEICEL, Mo KN
T LA L CHERE T 2 Y. BRI, IL2B X ONTNFa 7 1
E—% —_ETI¥, NFAT2SZNENTun/Fos (AP-1) BX
JuW/ATR2 b W) B b Asa kG Lefd s &
MG ENT WS NFATel 3 X OFNFATc2 1, K A
A Y HEEOME IS S & O EAEH OENIZ
Lo, A M A VETRR Z2EGHIEERE L T 5
AR S Az,

BB AL, NFATT A ¥V 7 + — A B O MRS B3
Z—OEWVIZEH L7z, NFATDS S T &3 2 H8RE38HC
EELRBREZ R TTHIICB WT, NFAT4 DFEH L X
ViE, HEHMONFATes IZHRTEHEL WY, 22T,
v b RKE TAINE IS NFATC4 2 il S S ¢ 72 L 2 A,
BIZEES A b A viEdEm s £/, e b
THINAARD Jurkat HIlE Tld, NFATc4 2SO REH L T
o2 M S, BNFATes DsiRNAZEA L THRIE Z 5,
NFATc1, NFATc2 35 & UNNFATe3 @ siRNA T, Hl#cHE S
IL-2 38 BAYKES L 72— 75, NFATc4 D siRNA Z3E A4 5 &
W23 B WM S Lz, THIRICO T2 T S
NFATc4 1, A b A YFEBUTK L TR RERE L <
WA ZEDWAS IR o BV XTI, P
DNFATARBLZ T 852 L I2E 5T, Z DI
HETHEHA MU A VEEAREBIECTES LML L
b#ZHN5H. —JNFATc41E, KBRS ML (aortic
smooth muscle cell : ASMC) ZEFH L, oLk
B B BIRFREOFEBURENICE b - Tz, NFATc4 D
ZEHIE, T-boxfaG T TBX5IC X o THRHIENTED,
ZOIBL NIV OMEIZ X - T, THMB X ASMC IS
BUIBBBPERWICHHINTWE I HWEL
(K2)™. NFAT7 73U =1, %74V 7+ —L[MTH
AR Z BT AT L, TR oRERENE MK
BOBIEWMT B 2 212X o T, HHERMRE %2 RIS
Bi-LTwb XH 72

NFATc1,c2,c3
[ NFAT site |

= XIS
TBX5 NFATc4
Tee . casP1
ASMC CD163L1
EREG

GMPR

TNFAIP2
NFATC4 f}
TBX5 ]

TBE

R2 TBX5!Z & 25BHH LA LATHES X TASMCIZH
VT B NFATc4 DRt THARHE
TBE : T-box factor binding element.

5. CN/NFAT EDOEE/ER ICBEH 2 $ /- G fEiH

NFAT 7 AV 7+ — A OB E 2 EIETE/22 &
WCEoT, BWEDT AV 7 4 — 4 ZRINWIHET 25
RIMBEIIET->TE. Thbb, NFATTA Y 7 4 —
AMERE, RWERZT TR ERHRITL 7 a AR ¥
Ry U AARBEETHWREND L. £ TEAL I,
NFATes D7 4 V7 + — L BIRWHIH 2 58I 50T
PR OBERITHET L7z, &NFATes 22T, CRDAE,
CNBRI, CNBR2 2 2 CENSH O %, KR I
BB SR TRBY v &4 (K1), NFATes 25 &
T 5 CN Ol 72= v N TH 5D CNA D A LT
%, % NFAT fH18 & CNA & OFEA Ao % &R 72 2
BRAT. LOLEELIOTHRT, HRAITAE LR
BB Bl ¥ NI EREDSTHAEAE
PERERE & LTI, K77 A€ B2 FHE L7240
BN A HAE AT, Wb W % Biacore SH %4 72A, F
NI A TR G R E Y =7 A7 v v A4 Hifti 2 Al v
TohHERE, AR LTALZDOD, RENPBICH )
EPFEoNeholz, ERMICHEEINZBHELT, 2
NOEDOY AT LD, BREOHTF LS LOMESLEHEHTIZ
WL2b0THY, FHPWOBRAL > THEMEATK & <
WEEZTAMEENEZON. VI EF U by U
JEOMEE, FOREIRETNLT I/ HBORY, %
Bz, #BEABIOHRESLT Yy PETORLRLZ L
5, LRRTETOHMERIINEETH S Liim Lz, ik
M, CRIGICIFALZZFLAGY 72 LT, B
Ry VN EORE TEL R EMEICHERT L L
WA, SRR A IS L7 e R stk e 2 B 721
BIZES 5 2 &1 X 1), £ NFAT#HI% & CNA O A B
%, EEINILEBEN T L2 )RR L.

Z O KR, CRDEKRFEIE O CNAIZ X 2 BRI X
K NFATcs TIIIZRIBE TH S Z &b o7z (FK1).
CNBRI I8 3, 37X T NFATes TCNA & DFEGIZHS- L
TW72A%, CNBR2IZ, NFATcl, NFATc3 3 & UFNFATc4 Tl
CNAFEAIIZIZHEL K595 5 DD, NFAT2-CNBR2 &
CNAL DOBHMBERZENSDVIORETH 7. ThHD
FERL, TTICHE SN TO BN e TR ST L1

1 NFATcs-CNBR & CNA OfE&BAT:
FEABAME (Ky, uM)

CRD CNBRI1 CNBR2 CNBR3
NFATcl 0.036 0.38 0.45 0.83
NFATc2 0.067 0.044 2.5 24
NFATc3 0.093 0.43 0.19 13
NFATc4 0.046 0.11 0.26 0.79

CNA & & NFATcs O CRD B X INCNBR & OfE &%, ERIK
TR L CRENT L, KR A it o e i (k) %25
U7 (CCHk78 £ %),
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Leul39 Thri43 Asn326

main
\ side

.....

MOE T X L2AET NV (X, % : CNA, ¥ 27 1 CNBR3) % IEICHMEFHEEBZITV, BEICLELT I /B

ZIELR (B, RBGRPHA) CCRR78 X 0 E).

CNBR1 1 10 16
Consensus  [INERAPEGNENT SIS PINSH
1. NFATcl EESPREENETSCLGEYH
2. NFATc2 GLSPRIMEBWTPSHENIQ
3. NFATc3 FIBCP SHICETSMISPNCH
4. NFATc4 IECPSHMRINTSMSPTPE
CNBR2 1 10 19
Consensus DQYIEBEAVP S -PEATWSK PE®VP
1. NFATc1 DQYMBAMPQHPYQWAKP
2. NFATc2 ESILLVPPTWPKPLMP
3. NFATc3 DQFIESMPS-PFTWSKPK
4. NFATc4 MDYMAMNMIPS-PLAWSKAR
CNBR3 1 10 18
Consensus RPASPCGKRRES S AFB@EX
1. NFATcl RPASPCNKRKYISLNGRQP
2. NFATc2 RSSSPGAKRRHISCAEALYV
3. NFATc3 RPTSPCGKRRHSSAEVCY
4. NFATc4 RPASPCGKRRYSSSGTPS
X4 % CNBRIZBF 5 NFATcs D7 3 7 BEECH HEik

F—HT2HDTH 7278, FAL, NFATcs-CRD D H1IZ,
S HITHERINMICHEIEL 5 2872 7% CNAFE A I x w72
L7z. $7&bbH, CNBRIPB LU CNBR2IZHF L7 A [ 4H
1%, NFATcl B & U'NFATc4 TD A, CNA & DFRWIEETE
PEERLZ (F1)., 22T, ZOHBZCNBR3IE M4 L
(1), #6REEE L 72 NFATc1-CRD B & UNNFATc2-CRD %
RS E-BHKHBIEA L THRREZ A, AT
LA 7 7 x 7RI CREE S LD NFATc1-CRD OB BATO
AHSEIR I BPH] E M7z, 2 O NFATc1-CNBR3 & CNA O
FiAiE, VIVITR CNBR2HCH % 2512 79 A~ S 72 CNA
HEAHCY) (DSSGDQFLSVPSPFTW) ~X7F R TH I
EINLPo72Z L5, CNBR3IZ, CNBRIX CNBR2A
WOTAHMMEIZRL D, CNADTTHHEBICHEAGL T
WhEEZ BN £ T, NFATcI-CNBR3BELH] O EB55 <
TS REHCHEEER, &6 IR T T FE2 v
TR HTIC X - C, CNBR3 B L UNCNA Ij 3 Tl A Sk
DY AAZATW, NFATel D187 3 /i (Arg”*~Pro®™)
ECNAD 137 3 7 (Asn”~GlyY) 232 OfEEICED D
TEEHSMILZ (M1, K3, E5IThs0F—

¥ 2RI, AL Y X 7 A Molecular Operating Envi-
ronment (MOE) Z W TEEIH LHEEET VIS T
T I EREREEF TV, NFATCl 12 B 5 Cys™ & CNA
2B 5 Asp O EAEH S, WMFDORAICHFICEETH
b2 lEHWZL: (K3). B IDCys™ X, CNBR3A®
FEHE S % NFATc1 B & O°NFATc4 72 1) T 7% < NFATe3 T b 14
fFEnTwa 2 ers (R4), DA OHEBLHAS X
OBIRVEICEDL L ELWATDH 5.

6. MBBEREEENE L LRBEREODESE

Fex B2 W72 L7z, NFATcl & NFATc4 T O ABEHE
35 CNBR3ZHE & L 7-NFATHIHEIC L > THON S
B, YruAR) Ry ra) AR RS EHE
END. FFIZ, —EDONFATes AR { 595 & SN b5
BT, BONFAT T 4 V7 4 — 24 & OMREH 2SR & T
WAL TREMEA S 1, IR BN X 2 R S WIFET
& %. NFATcl DV G-AIRIE ST W B9 A, FHlE
SEB L OCILAFEEIEED—D LB T LIVF—RER,
NFATc4 D @R FZE D HRE SN TR B TV YN < —F
e KT A FBLERE O Hig 3 BT, Friziciv
U0 F RIS S NFAT 7 4 Y 7 4 — A 4R A
BoORRE, LVAHNTERAMELSVITEESSH L. F
ToRRELDDS, kawa bl 70 ARY) v BLUY 7o
) AADHETHEEEZ T L2 L O WMELTHBD ™,
HOYUETRELZBEE o TWBLTALIRE LTS, £
NS EENLTE ZEFAOBRIITAH 2D Lz,

7. B8HYIC

NFAT %, HIERZT TR, SFSERERI AT A
BV THMICHEE L L B E RGN T CH D Ih
FTOL L OWFEEIED S, NFAT7 7 3 1) — DA
FR, BB LB 2 0282k 5 R WL
MR D DODOH B, NFATIZ, NEesMNE, #ERHHREIC
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