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EZ] B USSR R A% W e B2 B (NAMPT) 18 1o % 2% 3 50 bk 1l 45 1 9 LA i (VSMC) 53
XTHE BRI ARP E T . ik UM REL G IR 1E 8 AR 22 3 o A8 8 B A VSMC 4, K 4 i 23
1EH AR VSMC 4 (Curl-VSMC 41)., 16 3= sl ikJsg (35 SR U VSMC 41 (AAA-VSMC 4). 48 ik K 1T (Ang 1)
s~ I 3 ) kR I 2H (AnglT-VSMC 2H, 100 nmol/L Ang I ZbFIE # A KI5 VSMC 48 h). NAMPT 1 5l
7 P7C3 T Wi J5 /9 Ang 1T +P7C3 411 AAA+P7C3 41 (43 5 #E Ang 1 -VSMC 2 Fil AAA-VSMC 2 Z 4l b A
5 umol/L P7C3). SR FHAEEDE YL (010 S 78 VSMC 5 >R F 4t ML 1 5 AH ST IR Ki67 Y (R 40 B A e T 5 R
FHEE A B - L FURH i (SA- B -gal) He (kG 45 20 AN A 222 15 00 5 >R FH & 13 00 90 %8 B i 36 (Western
blotting ) A6 1 4% 20 41 it 58 % A0 2 25 1 p21. pl6 M NAMPT fU 2 H KA K ., BR 5 Cul-VSMC A7 1,
AAA-VSMC 41 Ang IT -VSMC 2 ZE 24 SA- B ~gal JetaBHMR B AR A p21 . pl6 Fikm Wl g 7
([ SA-B -gal Lo fHPER ; (74.1£4.4) % .(68.6£5.5) % 1 (36.8+10.3) %, p21/GAPDH : 0.61 £0.07. 0.51 £0.03
£ 0.314+0.03, pl6/GAPDH : 0.77£0.03, 0.72+0.06 I 0.33+0.26, ¥ P<0.01 ], NAMPT 335 5 W] 1 P A1
(NAMPT/GAPDH:0.88 +0.07.0.79+0.14 £ 1.29+0.02, 3 P<0.01), 5 Ang 1 -VSMC £HAH I, Ang TT +P7C3
2H 3 AN SA- B —gal Yo (0 BH MR K g8 EAH G HE (A p21 . pl6 Feik & 2 A i FRAIE ( SA- B —gal Y0 BHME K .
(49.1+3.2)% 1 (68.6+5.5) %, p21/GAPDH : 0.35+0.06 [t 0.51 +0.03, pl6/GAPDH : 0.47 +0.08 I 0.72 +0.06,
) P<0.05), NAMPT 2355 8] i T+ 2 (NAMPT/GAPDH : 1.15+0.06 £ 0.79+0.14, P<0.01), 5 AAA-VSMC
AHLL, AAA+PTC3 2 Z A0 SA- B -gal et BHME R SO EAHSCH [ p21 . p16 FHik I I FEAIK [ SA- B —gal
YeaBIPEZR . (54.1 £6.0) % L (74.1 £4.4) %, p21/GAPDH: 0.38 +0.02 Lt 0.61 +0.07, pl16/GAPDH :0.50+0.13
b 0.77+0.03,) P<0.05 ], NAMPT &3k i B 2 F+ 5 (NAMPT/GAPDH : 1.25+0.28 £ 0.88 £0.07, P<<0.01), Z5if
P7C3 A3l NAMPT, #E2% VSMC 3 , # 1 & HEXTHIE 32 shikosd i R4 7R
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[Abstract] Objective To investigate the protective effect of nicotinamide phosphoribosyltransferase (NAMPT)
on abdominal aortic aneurysm by delaying the senescence of aortic vascular smooth muscle cells (VSMC). Methods
The primary VSMC cells from normal and patients with abdominal aortic aneurysm were cultured by tissue adherence
method. Cells were divided into normal human-derived VSMC group (Cirl-VSMC group), abdominal aortic aneurysm
patient-derived VSMC group (AAA-VSMC group), and angiotensin Il (Ang II') in vitro abdominal aortic aneurysm model
group (Ang [[-VSMC group, 100 nmol/L. Ang Il treated normal human-derived VSMC for 48 hours), Ang Il +P7C3
group and AAA+P7C3 group after NAMPT agonist P7C3 intervention (adding 5 umol/L. P7C3 on the basis of
Ang I[I-VSMC group and AAA-VSMC group, respectively). Inmunofluorescence staining was used to identify VSMC; cell
proliferation-associated antigen Ki67 staining was used to detect cell proliferation; senescence associated 3 -galactosidase
(SA- B -gal) staining was used to detect cell senescence in each group; Western blotting was used to detect the protein
expression levels of senescence-related proteins p21, pl6 and NAMPT in each group. Results Compared with the

Cirl-VSMC group, the positive rate of SA-[3 -gal staining and the expression levels of senescence-related proteins
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p21 and pl6 in the AAA-VSMC group and Ang I[-VSMC group were significantly increased [SA-[ -gal staining
positive rate: (74.1+4.4)%, (68.6 +5.5)% vs. (36.8 £10.3)%, p21/GAPDH: 0.61 £0.07, 0.51+0.03 vs. 0.31+0.03,
pl6/GAPDH: 0.77£0.03, 0.72+£0.06 vs. 0.334+0.26, all P < 0.01]. However, the expression of NAMPT was
significantly decreased (NAMPT/GAPDH: 0.88 +0.07, 0.79 - 0.14 vs. 1.29 +0.02, both P < 0.01). Compared with the
Ang II-VSMC group, the positive rate of SA- 3 -gal staining and the expressions levels of senescence-related proteins
p21 and p16 in the Ang Il +P7C3 group were significantly lower [SA- 8 -gal staining positive rate: (49.1+3.2)% vs.
(68.6+5.5)%, p2l/GAPDH: 0.35+0.06 vs. 0.51+0.03, pl6/GAPDH: 0.4740.08 vs. 0.72+0.06, all P < 0.05],
while the expression of NAMPT was significantly increased (NAMPT/GAPDH: 1.15+0.06 vs. 0.79+0.14, P < 0.01).
Compared with the AAA-VSMC group, the positive rate of SA- 3 -gal staining and the expression levels of senescence-
related proteins p21 and pl6 in the AAA+P7C3 group were significantly lower [SA- -gal staining positive rate:
(54.1£6.0)% vs. (74.1 £4.4)%, p21/GAPDH: 0.38 £0.02 vs. 0.61 £0.07, pl6/GAPDH: 0.50+£0.13 vs. 0.77 £0.03,
all P < 0.05], but the expression of NAMPT was significantly increased (NAMPT/GAPDH: 1.25+0.28 vs. 0.88 £0.07,
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P < 0.01). Conclusion NAMPT agonist P7C3 can delay the senescence of VSMC and play a protective role in

abdominal aortic aneurysm.
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1708 52 )i S P =) ik e =) [N = o KT A & e Pu
3 em BT IE R AT HAR 50% AR .
F BN kI B A R R R SRR YRR AL, B TR
FARIGIT AN, ToHAb I A7 25010 25 W) RE AE 22 3= 5l ik
A K T T S A Y, TR R R = B g
AR AL X IR Pz B BRI sk
JeA P PHLA B R LA 2% BRAF I 2 R AR R 80
kg 9 B A P R A2, K i AR AT P AR
T R 3 s s i B R L 5 e B
WA N G 32 3l DKIR AT P 28 Y 3 22 i PR i A
T Ik A R b U 32 AV LT
(vascular smooth muscle cell, VSMC) 2H i%,, 1] VSMC
AR 2 2 R A Bl R 7 PN A 22 i LA 2R 500 K
A EEFEA

SR P9k iz A 22 8 — % 1 R (nicotinamide adenine
dinucleotide, NAD") ZAFFE T ARG it v 2 457 40 it
MRS T B IR, K SR s IR
NAD" J& 25 847 4 Jfd 3 22 AR SO A8 AT o
S Sirtuins 1 (SIRT 1) AYME— A, KL AT 15y
IEZHURTER | BEFRANMAE R AR . AR
80% HY NAD" i i AR5 G A% 7 A4 ARG e e 1
¥ 4% 5% % T (nicotinamide phosphoribosyltransferase,
NAMPT ) 2 12 i 42 14 BIR 7 it , 52 00 1R ] NAD™ )
Ko AWTSE R, i 3= 5 ks J 2 32 3h ik 21
) NAMPT 25 /KPS ik e s Ao s A
VSMC % NAMPT AT 4 i VSMC BTt 45
iR, NAMPT A G 7E I 45 - 18 JUL b 473 16 2 22 A
O, 25 MR LA K., HI, AH5 B e
b SR PR 3 3h kIR R IR VSMC K i 3 B ok & 1

(angiotensin I, Ang II) 1R A g ST R R 35 NAMPT
FENE 3 B s i VR AT, I8 i PR NAMPT 236
IOV SIS N H e 8 R B RES IELE VSMC 2,
HEIT BRI 5 S kIR 10 2 e o

1 #R5H%®

1.1 SCIMROR IR RIS B2 « AHF 5 o Br fili A
N VSMC 43512k AT 8 NREEBE (] AR B4R
B ) 2 B B AESR IS 2 kL R T B T AR
Sk A 1 B KA 2 FRAS IS AE i B
WA EBRERFIR YO ENE R EBIHEET R
AN BB BE B2 A AR B 51 25 il 1T A A8 32 A vf
(# LS : GDREC2018060H ).

1.2 JEARANM A B - AN RE L 7y B G TR 4
JitL, AR R AR R ff 2H SR AR AR TR I B R £
2% W (phosphate buffered saline, PBS) H7, 3f R
MR B TAEG AR, ] PBS Fedtilil k4l 2!

T P49 090 22 PR MR DL i B e f , FH R B 14
PR3 B A TP L A PRE, B A Bl ik 2 2 b BT A
WS T 1540 Th 5 5%, o W O+ WA 41 2L [
A KA, TR R S e R R A K &
70% ~ 80% B HEATARAR, B 3 ~ 6 A M 75550
1.3 NAMPT #8h 5 P7C3 fefhuk By k. 78
96 FLAR F3FL H R A RIS EL ) VSMC, 41 H 0 BE 5
53 6 IS 254 T B AL ER, Horpras it BR AL R
InFERh R FRIE, Hax S AUMA 100 nmol/L Ang I ), 43
BANA 0. 2.5, 5.0, 7.5, 10.0 pmol/L P7C3, 48 h J5H
e idd B A5 LB A A0 -5 B AR (cell
counting kit-8, CCK-8) UEFFRIENFHF 1 h, AWK
AR UAE 450 nm ARG S B (absorbance , A ) {H I



- 648 -

rhAEfs ER A EE Y 2022 4F 6 45 34 455 6 ] Chin Crit Care Med, June 2022, Vol.34, No.6

SIMTEE R, LA 2 NAMPT #sh3 P7C3 Ay ff VR
1.4 4fd 20 AL B . SRR 5 4, g3 il R OB
A K TR VSMC 2H (Cul-VSMC 2H). 18 3 30 kg i
K5 VSMC 2H (AAA-VSMC 4H ). Ang [T HA4h 2 ST
i 3= 3 ik 98 A5 % 2H (Ang IT-VSMC 41, 100 nmol/L
Ang I ZbFETE % ASKJE VSMC 48 h). NAMPT 33
P7C3 T AL BS 1) Ang IT +P7C3 41 Fl1 AAA+P7C3 4
(43 97E Ang T -VSMC £ Fil AAA-VSMC ZH LR i
A5 umol/L P7C3 #Ef7 7).

1.5 AHHE bR & ik

1.5.1 RSOk A VSMC B3R TR SRt
IS FEHEIE SR, Rr A I 2% B 5K 80% W), 58 5 5%
36, FH PBS WE Uk, 2ot 22 5 FP I 2 0 T | s A
WEIREA  —Pt/ =R E S SR IETE
Fr s T2 WA 20 00 W8 45 4 40 e 45 %) B 2K 1
(Calponin ) FZH ML FEAH SEHTR Ki67 Yl
152 FEMEH B - FFUMFE T senescence associated
B -galactosidase,, SA- B -gal ) &%, . ¢ VSMC 4% Fh T
BEFRAR 2 20 M B 2 S50 5 SR 2 A AT I
Fr A HE IR, FH PBS VE VR 2 Yk, A 41 i [
SEYNML. HRIE SA- B -gal e te i3] & i I - e ikl T
YEWE, 16 pH 6.0 £0F F e ta " & 12~ 16 h, T3
R T AR g G O, >R Tmage J BT
BN SA- B -gal JLHPESR,

1.5.3 4 [ 5 A 9% B 3 4 36 (Western b]otting) iR
N 448 B % 2% AH DG B 1 p21 . pl6 Fil NAMPT 25 |1 3=
K ¢ AN TR A A A B A 400 R 2 P SR T vk
S, PEBUM M SE L BOBC VST, BCA
N B A VAR T T o e P 2 PR B A R AL %
WK EATBE I FL VK 2 At G I B P — BT/
WEE | DERS S AT RO UR, H Image T 3R K B 4
B, ULH B EE S5 NS (3- B H b i = 5
(glyceraldehyde-3-phosphate dehydrogenase , GAPDH) ]
R B UM o B R B Rk .

1.6  Giit=#00 b« R SPSS 26.0 GE it 44453 Mr 52
SR . TTHRBEORILAIEL + bR (R +s) PR, K
H I A B AR P ST ¢ K56, 2 401 1] e B R
MR ZE I 0. P<0.05 WESAS %L,

2 %

2.1 JFUREFR L VSMC %5 (K 1) - S ety
7%, VSMC 1 Calponin S BAYEZR A , Horb 20 i
LSO, WA AL (6, FLT 5 B B 22 R S5 40
FETAT, BB RAR R TR AT & VSMC 4#1E

DAPI Calponin

B 1 obEE g AR 3% 00 A 7 LA L (VSMC)

2 T bR 75 4 45 8 B 2R (Calponin) JE A F 0L VSMC 3R T

Calponin 5 FH A, IO R 47, 6- kI -2- R 5L

Wk (DAPD) Aric M AAER , Sk B 5O0ARIC Calponin  HEHET

e hHOR
22 IEHE N KJE F B IKE R IR VSMC 3 5 fig
(¥ 2) : Ki67 S st de 25 L /R, 5 Cul-VSMC
ARG, AHFHEARECT AAA-VSMC ) Ki67 BHE A i
P& ((46.2+8.9) % L (72.84+6.4) %, P<0.01 ), Vi
W] AAA-VSMC H4FERE ) TR, AT REAFIE B4 .

DAPI Ki67 Bk

Ctrl-VSMC

AAA-VSMC

B2 s NSRRI A LA (Cal-VSMC) il
I 2 20 bk I8 A Y5 - Vi LA L (A AA-VSMC ) 4T i 39 3 AH G
PUR Ki67 JeafE il AAA-VSMC Ki67 F8K5%8 Curl-VSMC 55 ,
WP R 47, 6- KR 2- FIEMINE (DAPD) Aric () 4 e
LTESIRRIC Ki6T ROt IRAFROK
2.3 DNSE 20 S 0 LA SR PTC3 Bk i (&1 3) -
Angll -VSMC ZH 2 ff % 73 W& I 45 1) A B 38825 LX)
HEZH I B (P<0.01) 5 5 Angll -VSMC A Eb, Jin
A P7C3 JE 4T S, Hrp 5.0, 7.5, 10.0 pmol/L
2H Z [A) 40 B 3% 07 JC B I 25 R, BRI AS A 5 R
5.0 umol/L P7C3 M TG 45255
2.4 FEYNMIAY SA-B -gal YL@ fHMR (K 4~5) .
5 Curl-VSMC 4HAH L, AAA-VSMC ZH 1l Angll-VSMC
ZH T A0 0 ) SA- B -gal YL (0 B M R I B T+
(¥1P<0.01), Ang 11+ P7C3 2H SA- B -gal YL@ fH 5%
3 Ang 11-VSMC 4B F#(% (P<0.05); AAA+P7C3
ZH SA- B -gal JL @ BHEHRH AAA-VSMC 4 B i [
ik (P<0.05).
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Ctrl-VSMC4] AAA-VSMCHL
- a1 :

Ang 1 -VSMC4

Ang I +P7C34] AAA+PTC34]

B4 ¢ T XJ@%ﬁﬂmﬁm‘Wﬁﬂnéﬂw’@(VSMc)ﬁ%ifﬁéé B- ¥?L*f§ﬁ@ﬁ(SA B-gaDYetaffl WA BHIE; %IE“%“MEJJ? VSMC 41
(Ctrl- VSMC ZH) A LE B8 E SR (AAA) FRE SR IE VSMC 41 (AAA-VSMC 41) Fifi & Sk Z 1T (Ang IR, AAA BIHIZH (Ang 1T -VSMC
ZH) PPk B 5 AAA-VSMC ZH A1 Ang [T -VSMC ZHAR F, Ang I1-VSMC Il A KA Bt e i 1% 42 W5 RS Bl (NAMPT) B4 3h 7 P7C3 41
(Ang Tl + P7C3 #H) F2 AAA-VSMC fIlLA P7C3 41 (AAA+P7C3 2H) FIPEZSABH BIBSS  SA- B -gal et AR

AfEiEE (AfH)

<& <& <&
e S S B S
TS qy R S @\}
AU R S R S R S
"2 o RS &
251

T+ 25 R R TR ) OR IR AP LA A (VSMC) 4.,
Ang I1 -VSMC 410 145 5K 2 11( Ang [D) fRAMNEST I E SR
FERIZ, Ang Il + P7C3 2.5.5.0.7.5.10.0 pmol/LZH A Ang [l -VSMC
TIUAAS RT3 2 0 AR B e i R A A e RS i (NAMPT)
BN P7C34 ; 525 FIRTRRAL LA, "P<0.01 5

5 Ang [[-VSMC 4114z, "P<0.05, °P<0.01

3 HNUEEE SRR (CCK-8) Kl
TNAREIYREE P7C3 J5 H& A4S

o
=}
1

74.1+4.47
ASO_ 68.6+5.5%
=
~ 70
e 54.1+6.0°
60 49.1+3.2°
£ 5, [36.8+10.3
g
=K 40
&
30
(L=}
x 20
195]
10
0 1
Ctrl- AAA- Ang - Ang Il + AAA+
VSMCH4l  VSMC4l  VSMC#4l  P7C34l P7C341

iRl

1 2 Curl-VSMC 20 1E 5 AR5 - 1 LA A (VSMC) 4],
AAA-VSMC 4181 8l kR VSMC 41, Ang IT-VSMC 41
S Bk T (Ang I1) PRSI ST IE 32 Sh PRyl ,

Ang 1T+ P7C3 414 Ang [T -VSMC ST A KRR A IR A2 B 5 A2 1l
(NAMPT) #3h7) P7C3 4, AAA+P7C3 2404 AAA-VSMC JINA
P7C3 415 5 Ctrl-VSMC 41145 ,*P<0.01; 55 Ang Il -VSMC 41 145,
bp<0.05; 5 AAA-VSMC 41 42, ©P<0.05

5 HAMMKTEACAME B - L IEHEE
(SA- B -gal) JE AN LE

2.5 FEMKEN p2l.pl6 Fl NAMPT & [ £k &
(K 6;%1): 5 Cul-VSMC £HA EL , AAA-VSMC ZH Al
Ang [ -VSMC ZH A0 1 p21 . pl6 Rk l]
TR, NAMPT £ 2R8I 1 B AI% (34 P<0.01),
5 Ang I -VSMC A [t., Ang Il +P7C3 ] B K
1 p21. pl6 Rk WAL, NAMPT & F15£
IAE TR (3 P<0.05). 5 AAA-VSMC 4L,
AAA+PTC3 A5 Z A G 1 p21 . pl6 Fik it I
AR, NAMPT & 13k 5 W i FHs (1) P<0.05),

sk Ctrl- AAA- Angll- AngI+ AAA+ X
AN VSMCH VSMCH VSMCH P7C34  P7C34H  Fhik

2 Cirl-VSMC 21k 1E 5 AR IE L& T8 LA (VSMC) 4,
AAA-VSMC 41y 3= 3l ik i 2 kU VSMC 41, Ang TT-VSMC 414
M E5K R T Ang 1) RSN IR E SR AR,

Ang 1T + P7C3 41 Ang [T -VSMC Jill A KA FERE RS IR 1204 F5 T
(NAMPT )37 P7C3 2H , AAA+P7C3 41} AAA-VSMC fil A P7C3 4 ;
p21 Fl pl6 NI EANEE T, GAPDH y 3- W H e I & i

6 TEH RN AL (Westem blotting ) 15
RAHHM p21. pl6 FI NAMPT BRI 355

F1 KA p21.pl6 F1 NAMPT EBRILLLE (x £5)

AR p2l/ pl6/ NAMPT/

(fL)  GAPDH GAPDH GAPDH
031+0.03 0334026 1.29+0.02
0.61+0.07% 0.77+0.03* 0.88+0.07"
0.51+0.03* 0.724+0.06% 0.79+0.14°

Ang Il +P7C3 41 035+0.06° 047+0.08" 1.15+0.06"

AAA+P7C3 41 3 038+0.02¢ 050+0.13¢ 1.25+0.28¢

1 Crrl-VSMC 212 TE 5 Ak 5 48 1 ¥ LA A (VSMC) 41,

AAA-VSMC 41 18 = Sl ks J8 5 ki VSMC 41, Ang IT-VSMC 41
I Bk M Ang 1) ARS8 H2 57 1 2 S Blg S AIZH, Ang TT + P7C3
ZH R Ang TT-VSMC. JiIm A K 5 e B35 152 A2 A0 7 % B (NAMPT) 3% 2 51
P7C3 41, AAA+P7C3 415 AAA-VSMC JILA P7C3 41 ; p21 Fil p16 Ry
FEEMOCE T, GAPDH Jy 3- BEMR H I B &0 ; 55 Cul-VSMC 41
FLEE, “P<0.01; 55 AngI1-VSMC 4 [L 58, PP<0.01, P<0.05; 5
AAA-VSMC 4 145, 'P<0.01

5

Cirl-VSMC 4 3
AAA-VSMC 21 3
Angll-VSMC 41 3

3
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3 W it

6 == B TR i o PR R S XU 2 Bl A A
BRI o ZEXTIE 32 Sl ke 1 XU BiF 5% v & B,
VSMC %25 [ A IS 4 A0 in 2 B8 =8 o ko 28
RSN 2 RSk A R N A
Hop A R, 8l VSMC #) 1%, 2 F shbknd 3
TS, VSMC X4 2 1fiL 45 2 SR 45 4, 4 1ML 4%
s R B Y AR R, I 8
Jikged He 3% F Bk B Ang TSI VSMC 52 &
W, VSMC 2 i 2 S 30 & B g e, H
AR TCE S S AR AR S BKEE , DN I At 2
VSMC (14 X0 I SR i & Je 28 56 2L

NAD SEAEFFHLAIAE , P57 40 A Qi id s 2
T HACE I AR O ML | 18 R MR AT
PP 2R b R AR . JT4Ek, NAD'
VE R MU & R RR T 52 267, #hFE NAD' /iy
TR DL 55 NAD™ 7K -HE 2 A AR HMEE Y Hp 359 4 JiE 512
RE JE A A F iy o (A5 S A 1) b 72 34045 P e
A, B %2 5 NAD® #h KA Rk 42 1) BIR 1o fifg
NAMPT FR il 343k, A B 58 & W, NAMPT 1] LA
I B E AL NAD™ 17K S DA T AE 28 5, A
NS ’FILB[ a ], Wk = & 40 M 4 NAMPT (extracellular
NAMPT, eNAMPT) f Jfd S22 60 v 56 /N BRAR N, 25
W SR AR N F P A FSE R, R4
J P A 22 3k NAMPT i) 3958 VSMC 3% J7 %, 3 oy %
2% VSMC 2% | T WillE 3 s i & A8 & R4 A1t 1587
) SEL o

P7C3 J&—F NAMPT /N4 Fiskahz ), i
RLUF 2592 e RN A3 A 1, EL AT LA 10 A i
W)z T gt 8 TS AR R T
RETEM 5 sh bR h R ARG PE R . ARHIFSE S, 78
Ang 1353 VSMC HIA NAMPT J# )7 P7C3 1]
FEZIE F IR AT % . SA- B -gal YL (5056 K
R MR BWIE, 7E AAA-VSMC 20 i Hom A
P7C3 A] [ AAA-VSMC 2 K F. [H i NAMPT
FENE S kIR & S R vh Py i A £, HnT i
Jeld5E VSMC 3 kT A 22 1 3 3h ko i A Lk e

Zi b, VSMC 3 & J M 3 3h Bk & B & R 1

A &K, i 4 35 NAMPT 330 7] P7C3 7] 4E 2%
VSMC %%, it — 3B 2% 1 sh Bk i) & . Hh
FASLIG L ARSI, AW B AR N s S5 4,
KT NAMPT Gnfaf il 45 5 2, Ho o+ #IL ] 55 AH DG a)
AT F—05%

FUBEIRZE ATV A W A7 e R 2 pf
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