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(FZ] HI  HOPREREEIE T AEIE IR TR PC12 4iigft i e . Jitk RH
LMK F (nerve growth factor, NGF) 1755 704k J5 (1) PC12 41 LAY, FHBEMLEL 7 32 208 4 e 43k
XRE(NC) A (IE# %) MWzl as SR B (CA) 4 s Wi LIRS IR (CH) 4 NI B =S R(PA)Y 4L N
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ADP-ribose polymerase 1, PARP-1) A& 11555 [H T (apoptosis-inducing factor, AIF)ZE [ mRNA 3
ik K- ; Western blot #5:l] PARP-1, £ % ADP #%$# ( polymerized ADP-ribose, PAR) f AIF 7§ [ ik /K
- G S RE R ARKTIN ATF o0 A . &5 5 NC.CA 41tb#, PA PH 41 LDH 7KV K 4 il T
W% (P<0.01) ,PARP-1 F1 AIF # mRNA F15E 35T (P<0.05) , i i PAR BEYE Y £ (P<
0.01) ,AIF #ZiE# W #14hn (P<0.01) ; 5 CH PA 4 I, PH 4 LDH /K S 4uff i =3 £ (P<0.01) ,
PARP-1 mRNA FIR I FE A FFE (P<0.01), il it PAR AWK I £ (P<0.01) , AIF #Z3iE 3N
(P<0.01) ;{fi ] PARP-1 #1157 3-AB Fii b P AT FEARAR AL G IR M 5 1S 1 LDH 7K1 K 48 M 7 T3 in
(P<0.01) , [A]EF | PARP-1 AIF fil PAR 8353k LI (P<0.01) . 58 IR T I8 ] 5L
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Role of parthanatos in PC12 cell injury induced by propofol combined with hypoxic
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[ Abstract | Objective To explore the role of parthanatos in propofol-induced injury in PC12 cells
under hypoxic conditions. Methods PCI12 cells were induced to differentiate with mouse nerve growth factor
(NGF), and randomly divided into normal control ( NC) group, lipid emulsion solvent+room air ( CA)
group, lipid emulsion solvent +hypoxia control ( CH) group, propofol +room air ( PA) group, propofol +
hypoxia (PH) group, and 3-AB ( PARP-1 inhibitor) group. Lactate dehydrogenase (LDH) kit and flow
cytometry were adopted to detect the LDH level in the supernatant and the cell apoptosis, respectively. The
mRNA levels of poly ADP-ribose polymerase 1 ( PARP-1) and apoptosis-inducing factor ( AIF) were
determined by RT-qPCR, and the protein levels of AIF, PARP-1 and polymerized ADP-ribose ( PAR) in
each group were measured by Western blotting. The nuclear distribution of AIF in PC12 cells was observed by
immunofluorescence assay. Results As compared with the NC and CA groups, the levels of LDH and
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apoptosis were significantly enhanced in the PA and PH groups (P<0.01) ; the mRNA and protein levels of
PARP-1 and AIF (P<0.05) were increased; and the accumulation of cytoplasmic PAR (P<0.01) and AIF
nuclear translocation ( P<0.01) were observed as well. In comparison with the CH and PA groups, the levels
of LDH and cell apoptosis (P<0. 01), the mRNA and protein expression of PARP-1 (P<0.01), the
formation of cytoplasmic PAR (P<0.01), and the AIF nuclear translocation ( P<0.01) were all augmented
in the PH group. Pretreatment with PARP-1 inhibitor 3-AB notably reversed the increase in LDH level and

cell apoptosis induced by hypoxia combined with propofol (P <0.01), and restrained the up-regulation of

PARP-1, AIF and PAR(P<0.01). Conclusion

Propofol causes parthanatos of PC12 cells under hypoxic

conditions, and inhibition of parthanatos can alleviate the damage in PC12 cells induced by propofol combined

with hypoxia.
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hypoxia; propofol; rat adrenal pheochromocytoma cells; parthanatos
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PRS2 FF DL S ICU BH . AR 98 B, I IA 8 %
KW B A AR R R e L R R 40
THRER H B R (R4 0] ™ E2 i A0 i S RE , £ 2 400 i
PHT1 VR 22 B I S R B A o I AR b JRR
251 AR B2 43 it 25 24 AT 5 R AR AR DR Hir 3
WFFEUESE, AT BRI A2 A AT 5 A A R B K
W 2E 2 MG AZ DI R R B SE T A 22 A0 i e 2
S AN (SIS N I TN N R O
( parthanatos ) J2&—Ff 5 84 1) JE 22 Ik K 4 i ( caspase ) f
AR P BT T 07 =X, 78 2 Rl 2580 & AL
H RS R o R R AL SE T 0 BT T HL A
o AR R D Ay PEEEYE S | DNA 5145, 5 3%
DNA $ii 17 15 % 4 5 I 1 — B IR A% 0 38 5 -1 [ poly
( ADP- ribose ) polymerase-1, PARP-1 | i fF 1% 4k, ’= 4k
K& 2 B ADP 1% 8% (polymerized ADP-ribose, PAR)
{20 i 4 1= 175 5 [N T (apoptosis-inducing factor, AIF)
NG5 (5 B A0 A% , 755 KB DNA i 2470 24 i
T AWFRGE , RS T C e B 8RS 1)
REEMHZHFEEHEEEER . AR ULSHE
H: K F (nerve growth factor, NGF) #5518 PC12 41 i
REHY PRI R LT N B X PC12 4 it SR A% b
PEFET 520, Rtk — 20 AR A AU B IR TR 1 il 22
BEPEAE T SOLELENL R LB e 2%

1 #RSH®

1.1 A4 5

PC12 i ( o [E Rl B i A B 0F 5 Be 240
FE) o PITAM S (20 mL/100 mg, fit*5-: 1708109, &
A BT 35 ) A B2 1) 5 g 7 2L 3 S (250 mL, ik
2. F18020309, U I BHE 251 A FR 2 7] ) ; RPMI1640
Frgedk (EDTA-JRE 2 1 i ( Gibeo 24 W], &) 5 i 4R 1M
5 (FBS, b S A= R FRA R ) 5 2L B & i

(lactate dehydrogenase, LDH ) & 77| & ( 7 5 & %) ;
Trizol ( Invitrogen 2\ 7] , 32 [H ) ; Annexin V-FITC/PI 4 iy
PR A D ) & (TR IR I %) 5 0 e s iR &
(MedChem Express 2\ A, 3£ [E ) ; Anti-PRA (Ab-1) | £
R M2 (Sigma 23 H], K [E) s HAH Anti-GAP43 $ 1k
(ah75810) \FE 4 Anti-AIF B 5[4 4 (ab32516) |
ZH Anti-PARP1 B 57 [ PT 44 ( ab32138, Abcam 2 &,
Ye[E) ; IR GAPDH Hi 4 | ELIF Histone-H3 Hip {4 | 11
Fhie Dot B bk (L # EREA D)
3-Aminobenzamide ( MedChem Express, Sigma /3 ],
EKH) .

1.2 7%

12,1 4UMdEaR vtk PC12 4if ] 1640 584
B B (5 10% FBS | 1% & %5 & -5 % R AW Ht) 18
37 C 5% CO, fEIRIEFRAM PR R, B 1 ~2 R4, 15
AP A 2 0% Ao A i HEATALAR T & 1% HCKE
1l 35 . 100 ng/mL NGF Fl 1% 7 5 %R -5 55 R AL
1640 5 F:ILFE S AN AME , GAPA3 Ry 5 fi 2 1K K%
PC12 4ilffa s L brics ™

1.2.2 4jEsrdl 5absE P8R 12,1 sk
BN PC12 iR FHBEALEC R k90 6 41, 7
IR A B, D728 X BRAL (NC 41) < 1E 3 55 575
QRETFLES X IEZH (CA 41) i 100 pmol/L fi§ B
FLAGE E 5 B 7% QBRI LR BRAL (CH 41) A
100 pwmol/L gy FL I J5 B A4 (5% 0, ) 25 < (21%
0,) B FAET R I @I 2 <A (PA 40) : IMA
A5 IEH 5% @A B IR 2L (PH 41) - In AR
B JE AR (5% 0,) 25 (21% 0,) BiFeffrh i o ;
©3-AB(PARP-1 il 551 41:250 wmol/L 3-AB kb3
L h, FEIAN IS 5 AR (5% 0,) 25 (21% 0,)
BFFah IR . S M A B S A 4 he Ab3
e ERICAR ARG 5% I VRN 2B M, IR0 T S04 R o
1.2.3  FLER i A (LDH ) A6 Hugs dl 225 ab 7
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A2 3, i UG DN i) & U B 5 #R A AD BR,
FRACKLI 450 nm 4b 25 HAEA KOG FEEL D (450) 1,
TR HFL BRI SR A T
12,4 208 T A W 45 2H 22 A 3 20
it B 1 10° 441 A 2 X 4 s 00 4, T PBS P
W3 UK, A BELIE oA 100 L 454 2% P T 8
WUIMA 5 pL FITC.5 pL PI, B J5 = ik C &
15 min, [ 37 2 A 400 WL 4545 28 b, R A
220 A SRS I 4 B T %
1.2.5 RT-qPCR P4l PARP-1AIF [y mRNA 7k F
FH TRIzol $EHBCZM L RNA  FH 396 4% SRl ) S 4 I
cDNA , f# Fl SYBR Green i# 47 RT-qPCR, HirE: K 5]
W 1, Wik S i 4 F 55 M2 25 °C 5 min, 42 C
30 min,85 °C 2 min, SZH}9¢EE # PCR M E N
95 °C 3 min;95 C 10 5,60 C 30 s, 3t 39 PMEFH, fr
A2/ ESE 3R,

&1 RT-qPCR 5|¥&H 3

s JFA1(5'—3") J BeK//bp
PARP-1 1FE X : GGCATTGGTGAGTGTGAGTCTGAG
2 X : GGAGGTTGGTACTTGTCTGGTGAAG 142
AIF 1E X : CACTCCAAGAAGTCTGTCTGCTATCG
JZ X : CCAAGGAAGCCTCCACCAATAACTG 150
GAPDH  1E X : TGAAGCAGGCATCTGAGGG
X : CGAAGGTGGAAGAGTGGGAG 102
1.2.6  Western blot &l #H 65 A FR ik B el i

FEANM, Z2BRRE IR LIS, 4 PBS ¥k 2 WG I A i
S0 A0 M, W AR R . R A s bk FHY B2 ( Bicinchoninic
acid, BCA) ki & 4 VR JE 4 85 H A8 W 12 min 28
P B 25 pg B A ST SDS-PAGE HL ik | 4% 5t
5% NE WKy = IR R EF ] 100 min, Tris-HCl-Tween
22 RV (TBST) #hfk 3 YK, K S min, 43 51 B8
i GAP43 PARP-1_AIF PAR(1:1 000),4 C %k

CON 4

NGF 41

WEE P . TBST PR 3 YK, K 10 min, ] TBST i
PR ALY AR IC B BT 1gG (1:5 000) = JREH
100 min Jii, TBST &% 3 ¥k, &k 10 min, KGN0
ECL OGRS C R 5 , 45 R K Tmage J BUZR 5Bk 44
#7347, LA GAPDH Jy N2 I8, 10304 28 1 25l K
H, ISR F 2% 5 GAPDH & | 4541 I KR 8 2R
FI AR AR K o
1.2.7 e g A iw iy ATF % 53 45 A B4
Mudzedh TR, &0k Sl A B S, PBS JETE 3 1K,
FFIK 5 min, H] 4% 22 5 W = 8GR 20 min,
0.5% Triton X-100 FE {51k 10 min J5 , Ho% L 0.5 1]
WEH] 15 min, SRIS A ATF (1:250) —47,4 CIFH
. SJE PBS THTE 3 W MAZOE 41 (1:500) ,
37 C#EEIHE 1 h, 5 )5 1A Hoechst33258 F1 05 &
15 min, PBS #§3k 3 a3, LR AR WAUR LA
Eis)ie
1.3 %itF o

kI SPSS 20. 0 &t it 2 # F it 47 o3 #r, R A
GraphPad Prism 7. 6 2K, BELL x+s o, 21 [H]
R TR 3 07 22400, WG LL R T LSD-1 f
P<0.05 LR EFAGIFE L

2 H#R
2.1 NGF #-5 PCI12 tafie P Ay 2 % & K F= GAP43 &
SROF Evd

NGF F-Hipi( CON 4) ,PC12 405 £ 0K, oH]
WA 2%, BT 100 ng/mL NGF(NGF 41) 4 d
Ja JER T g M4, W 1A, e EcE
PR E 0 LA 3] 70% /247 . Western blot 46 il
ZEM RN, 5% I (CON 4H) PC12 4iffdAH b , 204k )5 1Y
PCI12 4 ifs GAP43 # 7KV F+= (P<0.01, |4 1B) ,
LKHUINGF if55 7 PC12 4y o4k, Al T ia 225550 .

CONZ4 NGF#H

GAPA3(48x1(7)—> | e d—
GAPDH(37x10°)— | D —

1.57

iy

—_
(=)
1

GAP43 75 XS £
=)

CON 41 NGF 4
A 25 B

A:NGF FFi77 /& PC12 28] 4 ; B Western blot #2475 PC12 2 it GAPA3 & & £k (n=3,x+s) a : P<0.01,%5 CON Zrb&

1 NGF % PC12 a1t
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2.2 MREE A RAEBT PCI2 e LDH K-F 69 %0

LDH #5345 5 5 7% ,NC  CA 40 0] Fb 45 25 S B Se it
R, 5 NC.CA 4 1k#,PA PH 4 LDH /K- i
FHE (P<0.01) ;5 CH PA 41 4%, PH 4 LDH 7K F-HH
IR (P<0.01);3-AB fli4b# J5 , LDH KPR 2 2
CA ZH7KF-(P>0.05) , WL 2,
2.3 IRAEA RS PCL2 e 8%k

AR ZE R R . 5 NC CA 41 Hb%:, PA \PH 4
I T3 2 (P<0.01) ; 5 CH . PA 4 Lh#, PH ZH 4
M- 2 (P<0.01) ., 3-AB fliib ¥ )5, IKAR AN
T A 5 | B ) 9 T B e 4 i ( P<0. 01) , BLIEL 3,
2.4 JREF AR BB AT PCI2 28 i 5 45 46 M 58 T 48

% 4F mRNA /K- 493 )

RT-qPCR 53 7~ ,NC \CA 48] b5 2 7 st it
2o 5 NC.CA A%, PA PH 40 ML T
FHF43F PARP-1 F1 AIF () mRNA ik 3 (P<0.01) ;

5 CH,PA 41 [z, PH 41 PARP-1 FRIkW i F i (P<
0.01) o RJH 3-AB bR  RASE A NI B 5 R

PEAET ARG ER 1 3R BB (P<0.01) , UL 4,

250 A
abed
200
ab

150 1

100 1

LDH 7K¥-(%)

50 4

NC CA CH PA PH 3-AB

215
a;P<0.01,%5 NC 283645 ;b: P<0. 01,15 CA Z11kb%k ;. P<
0.01,%5 CH 81k ;d: P<0.01, 5 PA 28k e. P<0.01,
5 PH fapbix

2 REEARAEB LDH KERHIT (n=4,x+s)
NC 4 CA 4] CHH
10 at Q2 10°7 at . Q2 10* at 3 Q2
J283 15.64% 6.82 7256 21.96% 9.06 J262 22.0% 9.00
T 109 T 1074 I 104
- E e ] o ]
=9 = =y
g g £
107+ 10?5 102 -
04 37 0 3 03
Qs a3 a4 a3
1072481, 882 107 - 1075754 130
Tt Ty T T T Ty T
0 10 10° 10° 0 10* 10° 10° 0 10 10° 10°
Comp-FITC-A Comp-FITC-A Comp-FITC-A
PA 2 PH 4 3-AB 4
10* a1 Q2 10¢ a1 Q2 10*
at Q2
1a19 38.9% 103 1251 | 492% 1.9 Jo31 36.6% 11
T 104 1074 10
Ay J e A
o = o ]
10°+ 107 % 102+
(L 04 043
5 a3 das a3
1074 286 107 4402 454 10724 T
Ty LM L i el e ’
0 10* 10° 10° 0 10* 10° 10° 0 10 10° 10°
Comp-FITC-A Comp-FITC-A Comp-FITC-A A
60 1 abed
~ e
S 401 ab
N
Al
=
= 201
S
0

NC CA CH PA PH 3-AB

45 B

AR m AN e B 2B m e = FE 5 W (n=3, x+s)

a:P<0.01,5 NC 283b45;b:P<0.01,5 CA 411k,

¢:P<0.01,%5 CH £B1b4%5;d: P<0.01,%5 PA 20b4%;e: P<0.01,%5 PH Bk
3 REEAWAEX PC12 4058 T HI £ 0
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237 3 PARP-1 abed 2.5 JREE A FmiAE T PCI2 & it 38 ¥ 78 T 48
i 201 . ALF " R oTFEGFENKFHE
:é ol Western blot 255 g 75, 5 NC CA 41 L%, PA .PH
z 2b 21 PARP-1 76200 M 4% &% 40 i S5 vf 32 3 K 5 9 (P <
= 107 0.05) ,PAR B4 MK -3 THi (P<0.01) , AIF 14
% 05- MutZ A 2 (P<0.05), 5 CH . PA 4%, PH 4040
o Jift PARP-1 %35 /KF B, PAR BE YK F-THE, AIF
NG G PP A W% (P<0.01) . PARP-1 I3 3-AB #] ] &
a:P<0.01,%5 NC Z03b45;b: P<0.01, 5 CA A4 ;e P< iﬁg ?\A;zP-l IR PAR BRI AL PR

0.01,%5 CH £83b4%;d:P<0.01,%5 PA 201t4% ;e: P<0.01,

5 PH s 2.6 RASAWAET PCI2 af AIF 7234509 %0

A S PO R AR AT R R« 525 X AL HL AL,

4 SE/FWA] 1 PC12 % PARP-1 AIF N N
& ﬁ; fgfﬁﬁ?ﬁf( ¢ : Fﬂ)ﬁ A PH 21 AIF 4iHIR 92630 B 1] 558000, 145 T 3-AB Bikh
m X HI 2 n=3,x+s - .
7 PRI TARESE A IR SRR AIF 2588, WL 7,
i - I (8-
ﬂ 1.5 » £ 0.8
® ey _"Hf abed
=S = 0.6
A m 1 ; i
NC4l CA4l CH4l PA4l PHZl 3-AB4 b y 0.4 ab .
PARP-17| " commne wmesws ooamew S e a | o
(113x10°) ‘ ‘ E 05 - E 0.2
(67x10°) ‘ ‘ 2 2,
E——-=— R = 0- gV I
<§§‘XPII<’>5§ NC CA CH PA PH 3-AB NC CA CH PA PH 3-AB
‘ 4415 415
2tz abed
NG/ CAZL CH4 PA4 PHZI 3-AB4 1@2'0' i 047 o
W e = e G : =
PARP-1— pra— ‘ 4
(113x10%) ‘ Hoyse ® 034 ab .
A]Fﬁ‘..————--‘ _% %
(57x10%) {1 1.0 ab o ]
Hivone 113 | . S D D D @ = c 02
(15x10°) = =
2 2
g | 5 J
NC CA CH PA PH 3-AB NC CA CH PA PH 3-AB
A 21 20 5] B

A;Western blot #%it] PARP-1 AIF & & f& 40 fLAZ B 20 oL ¥ 649 & A ;B &40 PARP-1 AIF & & 12 20 JoAZ B 4w B0 JR P 69 AR AT R A &
a:P<0.05,%5 NC 2814 ;b P<0. 05,5 CA 2Hr#5;c.P<0.01,5 CH 2Lrb4;d. P<0.01,5 PA 2014k e: P<0.01,%5 PH 01b3k

5 REEAWAEH PC12 MR KM PARP-1 1 AIF EARIEMNEM  (3+s,n=3)

NC CA CH PA PH 3-AB
i

PAR(113x10*) — - ! .
AR

v o BB BB E
0-
. NC CA CH PA PH 3-AB
GAPDH(37x10°)—
SAPDH(37x10°) MA 415 B

A:Western blot #] PAR 44 & Bk F:B: 220 PAR B A Aast & ik 047 ;:a:P<0.01, 5 NC ZL1bE ;b P<0. 01,5 CA 21
Wkt e.P<0.01,%5 CH Zirb3k;d.P<0.01, %5 PA Zirkb4k;e. P<0.01,)%5 PH 214k

E6 REESWAEHX PCI2 4iafa/R PAR BREWHIFN (n=4,34s)

2.0 1
abed

PAR AN ik
=




1030

i 45 %2 B R i, 2022, 44(110)

http : //aammt. tmmu. edu. cn

ors

W

NC

H

4

CA

CHH#H

PA 41

H

4

PH

3-AB 4

A AER A S RENRL WL AIF B R 45%H BYaksBB#kFTE

Merge

10 pm

l()_;.un

Hochest

10 pm

10 pm

10 pm

10 pm

10 pm

E7 REEASWAEX PC12 48 AIF #%

10 pm

10 pum

jIEJ
i

80
— AIF
60 — Hochest
i
= :1340
o B
<20
WL
0 50 60
B /wm
80
— AIF
60 — Hochest
P
=
& 240
S R0
0 10 20 30 40 50 60
Hﬁ]‘rfﬂf/um
807 -
60 1 — Hochest
i
juss)
H 40
3 a0
0 10 20 30 40 50 60
S /um
807
— AIF
60 1 — Hochest
5
§ Ea40
— ¥
0 100
HH B8 /wm
80
— AIF
60 — Hochest
X
HH
;\ ‘:%4()
= R
0 10 20 30 40 50
BEES/um
80 o,
» 60 — Hochest
S =40
2 X
22
& W
0 20 40 60 80
A J'f’hl'ﬁ/pm B
L s B AL TR A
02 id=0p=Al



http ://aammt. tmmu. edu. cn

il 25 %2 B R, 2022,44(10) 1031

3 itig

PCI2 ik K SR L R g4 20 e , et
AR BT (NGF) 434 I H A #4250 8 25 i AE 2 )
RE, Bl 72 FIVE R 2 2 A T G B % 2 B SRR 5 11
0 M A5 A, A BIF SRR A R RS G 45 R kR A
100 ng/mL NGF 53531k 4 d J5 1) PC12 41 fF > F
FIOE

PRTE T 2 AR 52 o A T 0% e K ORR I 5 22
— U R B AR B L O o, R o 4 i
RERE R, AL AT sh i S0 50 B 4 UE 52 1K
SEAE TR A 08T A= K B S ph 2 4 SE T 5 i R B
NI Zh R RS Pl B BRI RO . ARBE TSR I
SLfth 3@ iR P B 3 PCL2 41 B iF— 25 R 58 FL T fikg
BU o BR300 1] PR 3T M0 A N 28 R M v ) ok 2l 4~
20 pg/mL, Bl 22. 44~ 112. 2 wmol/L""' | YANG £
WFFEA [T BE P I X e (WT) PST B A= 71 PC12 4
FELTE P B ], & PR 9 ZE AR B (1 ~ 20 pumol /L)
B, AR/ R A 4 , (R e 2 e Tk (50 100 pumol/L)
B RAIMIET . 25/ AT 7T TSL g 45 4, e A
100 pmol/L ¥ B P IH M FI T PC12 éﬂzlﬂ S

f ik m%w%EﬁMﬁEWM%%%Mkﬁiﬁ
ZFEPER EEHLE o SR T 40 A0 5 5T BV A R R
Ji— s 1 1) LDH 38 32 4500 40 Af 3% 73 b3 9+ i) LDH
I AN BT T, 45 50 & B AR A TR E R T
£ L 280 L S T B A A A PR Ak B BT ]
B, RAZREMESC TR —FE Y PARP-1 {0 1) %
FPtEAnEAE T )y 3R, 2B T A 5 | S DNA 4%
F8 PARP-1 343 , 1§ BRI PARP-1 F| ] NAD+E K
Yy, 7E B 5 (A1) FIA0 A% N & Fh 2 R B 1 (57 7
&) L #57 PAR, PAR BLERIES AIF AZRLK S (]
ﬁwmm?%ﬁ%%M%Q%@%ﬂ%ﬁﬁ:UM%%
DNA Wi 2 F e (o e (1 8) . ABFFE S5 BN,
5 LG S B P T T Ak FRA EL A IR A NI
B /e I+ PC12 41 ffg s, 58 4% M 14 B8 1T- 5 8 4 F
PARP-1 /) mRNA FI8 [ R EKF 83 FiH, PAR &
Y2 AIF ZAW RS 00, AT 2, X%
B ARAECFRBE T PRI M Ak 80200 i I SR A2 A 0 1 S A
155 B

B ESE TS LA PARP-1 005 S 5L A, S 35 20
FET-. WFFERT, i) PARP-1 W] S 35 (R 47 il 6 1fi f
VI 28 40 M P 3 AB Jit PARP-1 45 51k
mﬁUTmﬁﬁiﬁﬁ@ o ARWEF, WS R
m3Mmﬁw:Lﬁ%ﬁﬁ@%tL%%%ﬁ%m
mRNA F1 2 [ 2 5K F B B804 s i, seob,

3-AB REW] I SRR 52 5 N TA W Ak BHLS 40 R 2 5 A
&Y LDH AR TR o P A Rtk — D UESE R4 3R
B N PRIA By Al ad i RAZ R SE TS 51 PC12 41 i 45
13, ] PARP-1 35 1 ol 4 85 2% fi AR 48U 52 5 PR TH 19 X
240 M 35 R A

:
PAR?&A%

B e S DNAK AL 4 £
wRRERAR

kol il

B8 RBEtEdtTaFilHE

ATF IR A2 A0 A 1) 5 137 5 B €0 o4 ik A
DNA Wi BB FE T/ G B . A BFTEIESE

TRAEIAEE T A B VR T 40 St ATF 4% %) o7 W) I 1
I AWFFE S5 T 10 AR A2 0] B IA R &
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