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Abstract

NAMPT (nicotinamide phosphoribosyltransferase), the rate-limiting enzymes of the NAD" bio-

synthesis in mammalian, is a controller for intracellular NAD" levels. NAMPT mediated NAD" biosynthesis plays

an important role in energy metabolism, DNA repair, chromatin remodeling, cell senescence and immune cell func-

tion regulation. However, the circulating level of NAMPT decreases significantly with age, leading to age-related

diseases including metabolic diseases, neurodegenerative diseases, aging and cancer. Recent studies have found that

increasing NAD" levels through adipose tissue overexpression of eNAMPT can prolong the healthy life of mice.

Hence NAMPT-NAD" is a promising anti-aging intervention pathway. A systematic review of the research progress

on NAMPT and age-related diseases is presented. NAMPT, as a clinically significant molecule, has wide applica-

tion prospects in the diagnosis, prognosis and treatment of age-related diseases.
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DigesEE, AR gn M 1 AR B R0 i 1
P o R HLER B S LD e 2 — N A i)
{HeNAMPT £ IR SE5H . HUId T AR RGE. (R M
A R R YE . LA, NAMPTYE ¥ 2 0% 1 i 8
o R, AR AR OC B AE, I HLS MR 1) Rk AR K
& o3 A R TR A OG

4 N BINAD 7K - Fifi 588 B 34 i s B it
FEW, HTNAMPT/ T FINADAEY) & Rk f Al
R ADPHZE A [poly(ADP-ribose) polymerases,
PARPs]/1 5 [FINAD 4 35, NAD'[1) F] FH 2 it 5 45 %
(RIIGHT T B, ATITFEAIS 1 Sirtuins R3E 14, Jf7E 40
IRV B ggm A% S 2R AR 2 TA) B 38 VRRT ZH 23 TR 1 28
T, R T B R AR AL 2R 2 T RS . X ik
HAF ARG R S R AR SC I B A B, I S EUE
BRI R A . R, $R mINAMPT ) & AE PEERh
FEOREENAD" HH B4, 451 G 0 195 i 5 4% 1 R (nicotin-
amide mononucleotide, NMN) Al i i #%  (nicotin-
amide riboside, NR), £ B il 15 4F ¢ AH 5% (1 A= PLT)
AEREIR, JFObaE & 5 AF W AH DG IR BE A PRI AR

1 NAMPT#EiA
1.1 NAMPTEREFER
NNAMPTEE R E 7 TG4 A 7q22.1, 42136 908 bp,
1AM R TR0 N & T2, AT 19m b5 5 1)
5-UTRAUE 5 K X 38, A 5711495 d 5 3R 2k i
FI3-UTR. R FH 550 H 2w, Bra A1/ &
T B AT S AG/GTHL N . NAMPTI#5' I 3 [X A7
FEWNANF] () JE Bl 107 55, HEDI AT e 5 20 23R e 1
ZRMEREA R, EmE3) T IXIRE &GC, g%
AN RE S5 4 85 F 1 (specificity protein 1, Sp1)f7 2. #%
8 3¢ [X¥-1(nuclear transcription factor-1, NF-1). ¥4
1% & [H-2(active protein-2, AP-2). bk B2 3 53 [K] 145
4 Al -1(lymphoid enhancer binding factor-1, LEF-
1) cAMPXIR TG 45 & 25 FH (cAMP response element
binding protein, CREB)FIE 5 % T J i S Ws
¥ (signal transduction and activator of transcription,
STAT)4h & 47 £, B Z CAAT L L TATAJF 5. 3
Ja Bl F X 36 R [P CAAT SATATAST %1, LA
NF-1. #% # 5% Al F-xB(nuclear transcription factor-
kB, NF-xB). CCAAT/¥ 5% T 45 A & 1 p(CCAAT
enhancer binding proteinB, C/EBPB). ¥ i & %
& (glucocorticoid receptor, GR)FIAP-1 145 A1 i,

KEHEFH T, AFENE-1. AP-1. AP-2. NF-xB
FISTAT, W] LA 5 48 ja (K7 (1 2Rk, ‘EATT/ENAMPT
JAE T IX FIAEAE, W T NAMPTTE Rk R4+ K 1%
HIEPERHT,

NAMPTH; 3% 7= A2 19F0 A [] [)mRNA, L3514
Tl B 1 BY B2 AR AR RSP AR B B 5, (HEE
mRNAS KA =H0, 43 7722.0. 2.4H14.0 KbiF) 4%
W), HorpLl2.4 Ko ¥ . NAMPT) L
TE AT HE3 b 504 3Rk, 5 38 I 20 2R 53 1
W ANAMPTTE FFBE 40 23 &5 2 s, L IR2 LA
P, AN, EIRAAE T OAE. Baft. iR E 41
HU, NAMPT S B4 7 51 76 3E 4k b BE AR 55, 7E IR
FLEN /N BRAN N SR 95% 1 A PR 1, DL R AR S 4=
V) ELHE [ A% A YD At 5 TR B LA 1R (30%) JRR IS
A 0 Y 2 (58 %) Al R R 2 R B A R R D)
AT AHb DU /0N 1D 5 TR 5073 T g 22 52 N AMPT 25
(AR B Th B o
1.2 NAMPTIh&E

NAMPTERT ALY A LLINAMPTAHI eNAMPT
PRI AR AE, REA R FIEH . INAMPT /2 I
FLENY) NAD 45 Roid 42 1 PRI R, 388 1 i 1 i 1 i
(nicotinamide, NAM)5 5'- B B /% K £ 1% R (phospho-
ribosylpyrophosphate, PRPP)4 45 T FtNMN, NMNF#
Ji B O T Jic A% TR IR % 2 18 1~3 (nicotinamide
mononucleotide adenytransferase 1-3, NMNAT1-3) Jif
H A= AENAD . NAD'RE & S8 A0 ik Ji s o 1) il g,
2 I S AL JENAD K 8 14 B (sirtuins. CD38A
PARPs) [ B 24 K T, 2 52 li&1E. DNAR
S QL th i E IR 2 RO S RN G B A R T D RE
X ST i i AR AN Th RE ST T 4E RF AL LRI R A LA K
R E R E T, BIRNAMPTIE M5 40 A A
FAFIE « BRRLAR A A DA B ORT 24 i I 385 1 3 7
RIS K, (B L ThREATIAFAE 41

eNAMPT/PBEF & X # % 5 J — P % % 1 717
YRR T, BE W% W [FIL-7 M SCEARE 3 7 B o 42 ¥ 2
e . BUECZHE, eNAMPTR —Fh ] R 7,
TE G 8 20 W DA B2 b 12 248 B R0 P B 200 i 4 s S
KIE LRI, eNAMPTEA ZMAYETIRE: () &
i BN P B A RO, (i) AR Sy — b i i R TR
F A R, (i) eNAMPT A4 o s 241 fifg A
5 W 4 PR P9 ) A 4 B B A U TR AN (iv)
eNAMPTH 2 —F g 7 A+, A% FR Avistatin, 75H
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B e T A SRR i By 3R 2 T ) I T R %
AT, (v) VR IR IS AR R 1, DAV FE AR )
77 AR HE N R 2 B T A AR A I A T R
eNAMPT 0] LIE AR - A 28 Jfa DR 5 R 4 4R
FH, AR TR 1R 23 WA BIL ok R A P Ty e 75 S — 2P Y
7%
1.3 NAMPT-NAD'& k5 it

NAD B3 25 & ¥ Z NAD'JH #& 5 N FINAD £ 4)
B B AP AT 45 3R . NADYE A—Fhiilg, 75
AT R AL A ATP ) L 1A% 380 B I e R b 44 B
EAER . ERABER IR, S5 K EE(NADY
NADH)RFFAAL . SRT, FENAD K5 5 A2,
NAD #NAD"JH ¥ £ [ (sirtuins. PARPsFICD38)H
FEITFPEL IR . DRI, 75 B R 2 H & iDL 4E
Frl I ANAD WK EZ IR E

NAD" % H13 56 M@ 4 & B k& Bz
(De novo biosynthesis pathway). Preiss-Handleri&42
FAN K& AT (salvage pathway) (K] 1), EARHL U, 75
hé e, 0 H AR %R (tryptophan, Trp)
28R R BR B i 15 A AR TR ER (quinolinic acid, QA),
QATE M MRER A% #7572 ¥ (quinolinate phosphoribosyal
transferase, QPRT)IMAE FH ¥4 B0 R 4% 1 IR
(nicotinic acid mononucleotide, NAMN), #f— 25415
HEFNAD®, fE Preiss-Handleri& 42 7, JHF& (nicotin-
ic acid, NA)IH i HH 1 B A% # 4% 7 8 (nicotinic acid
phosphoribosyltransferase, NAPRT)# £,y NAMN,

NAMNH HH NMNAT 1~3 AL IR R IR A% H R
(niacin adenine dinucleotide, NAAD), H % NAADTE
NAD"& i/ (nicotinamide adenine dinucleotide syn-
thetase, NADS)I{EH AL NAD ™. fERMRCE
L&A, NAD R4 NAMAI NR %) 51 /£ NAMPT 1
YR B9k i #% 38 B (nicotinamide riboside kinase, NRK)
(AR F T A2 BONMIN, 5 2638 5 NMINAT 1~3 %% 46 A2 i
NAD'™, NAD#h # i 4% /& 7 44 i HINAD[¥) 3= %
RIUE, FENADYERE. FROEIA AR PN P45 1) 32 2L 5Tk
H, HE, P NAD MRS 7 B 4% 1 A4 A i
VAN . [AREENE, Bk 2 1EE £
B, NAD A= 4)) G Fsak 28 1) 15 0 m T BE T 52 22 A0 S iR
HAFE LR E HP ) R B TNAMPT/E ANAD”
A RS ) B R T, T T T I L B ) 3 S A K T
BABERIEN.

2 NAMPT-NAD'54Hf= &
21 5% 2 2 7 S8 45 40 R 2 A o AR i

SR B —Fh A BRES, BAE R A AR 410
JAT-HEPURN L 2 40 5% 43 Wb 32 71 (senescence-associated
secretory phenotype, SASP)[M3K4S, AJ H 2 i B
E57%'F, WDNAHH . T5 % ((reactive oxidative
species, ROS). ¥ J& PR 00 Al 2 (25 M 3>, 3
S 2 I 1) 0 I R P K T A2 T, E{ﬁkﬁ%
MAMTEMRG K B~ 5 1 RS A i i) Hp b 3 LA
H, HHAES fiff*ﬂﬁﬁﬂ L5 AR S I A
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BEORIER . WKL, MIEZ AR BT Z 40
P AT S /N BRI 3 A5, S 2% iR AR ek S
SR SRR SR I PP, A, PR
LM FNAD KT KR an g ie e —, (3
NAD U] 52 41 32 2 1 ANE 2

g b, NAD & B 8 2> JENAD K ~F i 4F
WM R 2 —. FF 52, NAMPTHE H 7K P
FRITTRE Vit P P I A DA A A 2 SOk b IR % 1) = B i
Ko FsE b, RV 2 BB H L, NAMPT/K Y b
FEERMEKT TR, BRTEEEdRPFEES
Al 2 2 B MINAMPT/K ., {H B BT AR A B N
AENAMPTE 4F 8 34 K M0 R B I 2 —. H 4k
1&, CLOCK:BMAL1Z &% T R 7 1% 0 2
A0, 8 BB A ANAMPTR JE 81 X 380k 7 45
NAMPTH] %% . NAD FINAMPT/K *F- & 7w B 4 15
R %, JF 8 INAMPT-NAD-SIRT1 7 [1] # i
Ko WFFRIN, Z2HRE T ERTERGMTHER
ARG Hik, 2 SRMMER T RS
FE{ENAMPTHINAD 7K.

NAMPTfifi 5 508 39 K 10 B 16 55— A 7T RE R
D] F 5 P 400 L 238, A 4 A ORI A 355 7 3 5 |
LB JORE o AT 0, I S AT il J 7 Bl A A S
38 KT 1 I, I 202 BRI AL 2R i 17 2H 21
H BEURT AT AR e 2R, 18 1 SORE S 5 4 14
A7 (WITL-18  IL-6FITNF-o0) (R, I 51 it —
B RGBT R B, K 8 5 P 4 IR B
{RNAMPT) 3 K 2 155%33), i 41, TNF-0f1TNF-1B
I H#|CLOCK:BMALI1 A 5 [1) B 3 15 1 i 4 2 (5] 5%
RS X WA R B T 2 B NAMPT A 5 (1)
NAD AW & kb o Wiad Brik, 184 & 5. &
10 RLBFAIDNA 5 72 5 3 2 AH G I R BER 3. 1E
DNA 45 J& 37 B S NAD K #5i P PARPs (30, DA
R D A e BV s NG RF . Rk, 2 PEDNA
1145 1T 3 BINAD 7K ~F- [RIPARPs I 1 98 48 FE 463
e RS, ZHADNAE A iR R, S5
PARPs [T, 1X 7] § 2 F i 15 F HINAD 7K BEAIK
(19 55— a] RE IR RS

3 NAMPTESFE#HEXMER
3.1 NAMPT5SR it &%

Bl & CE U8 B3 N, — S AR B (A AR R 2
TURE RIS RERE L) ) R 07 R il 2 38, 3

HHiNAMPTIH) ik [ 3675 FleNAMPTAE #5 7K P 38 i,
578 TNAMPT 0] AE 4 48 08 FH 5G4 922 05 (B0 45 Wi IR
Wi~ R R HRHUR I IS8 ) (38 A2 AR bR EA 0T
3.1 fert ERESHENT AL RE RS A A E
JoR By AP e HZ, X TR AR JE AR OC 1 42 & AR
W I AORE BIMLH MG AN IS . B N, IR RE
NAMPTZ & Al (il iIENAMPT /K 7 5 JEJE 1) JLA 8
P B IEAH GBS A e, NEJESZ 33 B2 T HE T v i)
NAMPT/K P ABL-F- A AR, R 5 TNAMPTAHIAE
PP BB A B P JE, {(ENAMPT A $ INAD £ 9 &
FSCEE R PR AH 9G4 B A I R B R L) Hh &k 4 =
EAEH .

NAMPTA S (I NADE W& ot T g i 41
2T I R0 PR IR R R 0 AN T 2 T g 4 o
NAMPT [#13% M: 77 Sirt1/ AMPK o/SREBP 115 5 3@
P AT NEE S IR KB 3 B/ BRIR T AR PR g
I i o 7 VENAMPTHE DR i B /N BRZE NG T L 43, T
JEAN B B VLR B A P R I R S =, JE HIR T4
ZAT R e, RN LR Ui 25 g I TR Ak i 189 Jm A 3=
B I 2 BRI D77 DR MR G 2 1) I SR JE PRI
NAMPT [k 2% 38 01 28 i & 390 3% A0 M i 1 T il
5(cyclin-dependent kinase 5, CDKS5) it 58 A4 W fifg {4
HETEYI S 5 /K y(peroxisome proliferators-activated
receptor v, PPARY) I 2 Ak, FFFFAK T g W7 423k
5 B2 AL FPPARYHE B [ R ik o fIE 7 2H ZANAMPT 4>
FINAD AW A R (0B 2 15 R 45 b L JRE A O
()4 B AU I RAE, ELFE P 1) 2 38 B R S R KB,
DAk, NAMPT R] RE i JIE JRE AR 5% (6 B2 2836 77 BE k.
s 5T R I, NAMPT L i 5 A iy 48 B = 1 4 B
AN B, A4S By 8 H (osteopontin, Opn). VI
5z Ji B (collagen type VI, Col6). i 4 & & H
fiff -2(matrix metalloproteinase-2, MMP-2) 1 MMP-9
IE . S 0 20 i A1 5 B AR 3R A E 98 3 BUE
IR HEAL, ZAF H AT REBE A 92 AE AR DG A 2%
BLOELHE I B AP fa b N 3= . 8 2 X Le i
FUH IR 2 A B T A2 DR, (H 3 a8 15 D7 41
ZINAMPT-NAD"AE ¥ 15 B Bl n] 4038 A JRE /DN B AR AR
Wte 77 B — 0 BRI IE R A o A 5 T s 48 PR R
INAD A6 il 75 A2 DAAR T AT PREE %of 48] 60 AR
U ) 2 B P AL T S e el
3.1.2 28AEB IR IR 2RUHE PR 2 — A 5 2R i A
PEFR T, PR BRI A% ) S PE DR 3% 5] DA & &
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HEPU AN R JUR B B T B8 2 5 DA R A 1 AU 2 95 0
NAMPT R fig 18 it 5 Ji 5 2% 52 14 14 40 B 7E 78 H
PRIV B AR AL A R HEAE FY . FE2 28 PR B
W, IfLE eNAMPTIR FE @ 7 Tt i, 1 eNAMPT/K
This 5 A ML D BE T P2 U AR OC 490, (H2, IfLig
eNAMPT 575 Tt 51 528 b JR 7 I B A= B 2 [ f 5%
A MANG 3. REVOLLOZES 7t & B, NAMPT A/
S RGNAD AV & g R E A P fa S e &
KEEAER o« NE D720 2R mT 3@ 1 43 WheNAMPT A 2 g 41
NMN A BRI 15 B2 AL Dy g, NMNEUNMNAT
A= AR B W] BEAE v — Bl 7 145 5 R R4 i
T SR AP . PR, 7R R S KA T
BLF, I eNAMPTAINMNK - B AR 7Tt 5 #p4H
MuThRE 2L, e F BN R K L . BAILEY 26!
HRIE, TENAMPTHER J5 27 X 45 5 15 5 M A% IR
20 A MR AR A P A 2 I S R B R KPR, $RR
NAMPTA 5 [FINAD AE 6 it 7] 58 18 15 AN AR
W HTNAMPTA F M RGNAD EWE L
AT AR SR T #R 1T i 5 S B2 PR T i 5 2 KL 1) S B 5
W, R, 5HER AL RENAD YA R B ]
REST2 BN PRI A I B L R 5K

eNAMPT LA &5 14 F1 Dy g b A [ 1) A Al — 5%
R ALY, R ARG F NAMPTA S I NAD”
A RRE 71 % 9% L, KIESWICHZBIF 7L &
B, eNAMPT 544 7K - £E2 788 FR 975 v 38 3% 1 T,
F AT feE o i 2 ML) A HE A, DR Ot ok 5 1 BHL I
eNAMPT A 11 F A2 6 J7 2 8L 0% FRI% 10 A I8 1
TEJT WS . SAYERSZECURT 7T A& B, eNAMPTX B4H
6 Ty R FE XM A P S 52 AL H A R 485 ) T R AR 3t
P, AR BRI FE (1 ng/mL) F, eNAMPTI# I NAD &
AL I SR BAN B Th e, HeNAMPTIE N — R fk—
o HRZ, M eNAMPTIRE T = 2295 ng/mL(417E
QAR PRI ), eNAMPTH 46 % F Bk 2 A F N &
YT M Th RERRAS, BT ML [ — PR AR 598D, T e
B AFE TN, B NAD RHR AR R AL R IR
o Rk, aTHER2 A0S R HeNAMPT HAR(E 5 [
TE AR e 98 0E /1T 1R BAH . T B e A5 A R 15 2%
BT, FHA Rzl i KT

SR, 5T M3 FINAMPT/K F 5280 9% FR 9% i
I 70 45 T AR HL P & 1, 27K R 5 A B 2R
L RNAMPTK T A 35 22 5, (630 F %
A RIINAMPT 5 BRI 2 [ REEP, %45 /A

[ F- AR BRI 7T, B PR5 B 3 (A I S NAMPTIR 5 %
e WIS A B R T W8 R 0 A R g
FREZAAE MR BN, 3 R4 P2 i # f 8 E
AP T . BRICZAh, B R ARV S 4S
B2 WNAMPT, X 228 5 F 7= 4 FINAMPT R
RE 2 2 = 1 FNAMPT/K U, 2% fE FINAMPTIY)
Rk o3, BRI, 36 FH B8 R AR AR NS 1 T 43 B o0)
TR BB PR R AN R 32 2 [AINAMPT K1
ZERRERELM,
3.2 NAMPTS5#MZIRITHER

P2 TUNAMPTAE R KR ALY RE . 12 3h DRI
A RE R CEENEM. UK, NAMPT
R 2 T LR R R T e RS, UL PR 2T 4 28 B A
G, DL AR 22 LR 2 Sk A 1) S A Th BE 52 458, 4
FINMNYE J7 i), NAMPTHR B /N B (1 12 3)) 2 fE 2
¥, F5 oI KB, K BFINAMPTA 5 HINAD L ¥ &
B IR AR A IR AT PR I8 B A 28 T 0 T (E 1R 9T SR AR
ZHANGZEHF 52 /% B, NAMPT 3 2 78 /) B, K i ol
2t ERIE. NRNAMPTH 4% 4 2 2 hn il &
PRSI RS R AR AR T R B . AR AR AL
S A A o NAMPTIE i H G NAD = 48 i B v
PR Rk i 2R A T BB RS, T E S5 I 453455 Ok
PRI AR AE FHBY . NAMPTREG R i 14 38 5 77 P7C3
A] LAY 32 B #4228 J0AH SR A 4 n A8 1, A3
UL 445 14 0 22 B AXRE R &A%, R INAMPT ] g
TE PR IR AT MR RS AE IS, SR, 75 AR 3 A%
T, A ITENAMPTAE 15 DAL GnAe] 5206032 51 By g A
ZRARAT AR WA R T
3.3 NAMPT5S4IE

eNAMPT{E {2 2% /5 A E 199448 8 70
B J5 st gl R0, NAMPTAE y—Ff 48 5 14 i B 41 g
K7, 7EASVE RAE RS . VR A sE & 1E. Bk
FERE A IE PR A S i b R AR . BRI,
ANV FE IR IR AT WL T 18 1 S R ST i, 162
AR T 2tk KRE [ B . GESINGZE1%$10244 )L 7
ANF RAEIR A T HINAMPTIR & HEAT 234, I &
2R INAMPT /K P RESE L TR . A FE
18 14 2% JE 72975 1 ) L2 INAMPTIR FE 5 I 3 %
S, MMM SV R B 1, NAMPT 2.3 =
T2 )L el fd Bt M2 . R SRS (R
A P BRI ) L), 8 A BINAMPT I
TE AR Ak, HEMINAMPT ] LLAE 918 14 48 0 9% 5
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TSR SRS AL bR & .

P B Ty fit 15 A2 3 Bk S A5 B A R O I A
R WIAR EY 2 —. N R 40 i Th B8 2K o BT {2 4 i
B NFSBOR, JEPRE ML & 4 N, A& S8
EET TR, (8 M5 25 5) K AR 9 IE AN BN K AR AL
eNAMPT 5| E AR A1 P 5z Ty e i b5 A1 IfL A7 98 0, {H 2
FEAR P 2 A1k 2 [FIFE B R AN G 2 . ROMACHO
25 R R B, NAMPTIE ik TLR4/NLRP3/IL-3B15
53 M LE /N B PN R A I T R B RS AT 4 N A0E
F W] T NAMPT R E A I 13453 (1) A= Wb 47

NAMPTTEAE W) 2 b2 AT sk, J-5 2
PP I (U A IEVE R . AR . R R A%
B G LA R R A 15 #8) A K. GERNERSE®
LRI, F/N T30 7IFK 866 AT PHITNAMPT I 14,
A RO SR 5 i 98 T /)N BR 2 SEAH S 1 i 8
K, FRIHFK8667T F FINAMPTHI il & Sk 718 4
i (1) — PP S IRVA T ik e BRI I 98 hE B A
IR B, NAMPT A g2 I PR T — A A4 23R
TR0 R, AH AR AR AL 75 A5 18 M JRE 5
i —

3.4 NAMPTSEE

NAMPTYE 25 H . O S, FLARHE. H
s ATAIRRE . RS . FENEES S
Pl hie SR A iz RIS, IF B 5 I A RO 48
AR WGP b, BT MR/ Jot B 40 PR 8 v 1Y)
NAMPTHRE 5B ZMWE MK, 7 HE BEORE
R AR AR R L AL IR oG . AR
V0 1 b R bt O 82 BINAMPT K 3k 8 n, 5 51l 2
TE 12 28 M B8 i 110 2% M bk BT (5% V8 14 KB4 it vk E2
. JEVETEBAN AR . E A SR AN ET
1T VAR ELRE ) H R 0 kA v, T R A AR
(R E MR R o, NAMPTHI RIS B ERUL. T A
2 2% 1 1Y) iR ] B 75 B KT IINAMPT K 7= A=
NAD FINADP*, DAZEREIL A Kl %, 4R (0
FEAR AN A AR ) ARG B 2R B3 e, gk Ak, 7R
18 11 VbR EL 4T A 1 L A T LY R R B T R KT
eNAMPTO, [K] ), NAMPTA] B8 2% 4 {1 ) ifsg 4
YibRie Y, JF B RE B A I TR bR
988 24 it AL - LU T 40 i B 75 5 52 ZINAMPTH il
FIIRER, FUHNAMPTHIH] 2 —FE UG I7
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