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itk KR EWR BAYW RN FLET
(BB BRI 7B, KIK 163319)

WE R T TR AR AT R E G [(thioredoxin 1, Trx1)x % B EATA M6-F 3k
% €.l (6-hydroxydopamine, 6-OHDA)#% 349 SH-SYSY @@ o455 69 % 0. 45 Troe ] i R A MRk 4%
% 2 SH-SYSY ta A M 3 Trx 134 R GAAEARL . 52364040 ) 3t BE 48 (Ad-GFP). Trx it & ik 28 (Ad-Tix ).
6-OHDAZH (Ad-GFP+6-OHDA). Trx/it % ik +6-OHDAZR (Ad-TrxI+6-OHDA). 1% /8 Western blot.
qQRT-PCRIF A i A AN M) 22 R FHAR M) KUE B F AR H 0L ; CCK-83 M 40 it 77 5 KA &4
M LDHB U AL, AT G4 N @i F ROSA 2 VA AL A it A T fetm LRt ., 4R 2T,
LHxtresatatt, Ad-Trx140 Trx] mRNAF BEAR R Z I & ; Trx1 & & & A K-F R F e AR M
BT RFAL-TIAZEER K, £ Tx] TR EEAME RS, CCK-8F2LDHAM 4 R 2, i
FA Trx] 44 8 2 o7k & 6-OHDA #5549 SH-SYSY 20 i iE /) F M4 5+ 47 4] &1 6-OHDA % % 49 SH-
SYSY 2. LDHE A An, AR ELERI T, i RIE Txl 489 RV 6-OHDA W 549 SH-SYSY 48
e ROS#) £ AR F R 326-OHDA 3 89 SH-S Y 5Y 28 JeL 0%, 24 4m it )8 = A= 4 JR 3R 56 L. qQRT-PCRA=
Western blot# & 2 -, 3T K& Trxl 59547 H| o1 6-OHDA %349 SH-SYSY 20 Jies X J2 B -F & A3 Aa,
B2 iR GA Trx BT Y ROSHIAR B A 474 0 B =, IRILM T4 /i 6-OHDA 5 49 SH-SYSY
m i, SR .
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Trx1 Alleviates 6-OHDA-Induced Inflammatory Injury in SH-SY5Y Cells
by Suppressing ROS

YANG Peisong, ZHANG Boxi, XIA Yuxin, LU Hongming, XU Bin, LI Shize*
(College of Animal Science and Technology, Heilongjiang Bayi Agricultural Reclamation University, Daging 163319, China)

Abstract This study investigated the protective effects of Trx1(thioredoxin 1) overexpression against
6-OHDA (6-hydroxydopamine)-induced cytotoxicity in SH-SYSY cells. An adenoviral vector carrying the 7rx/
gene (Ad-TrxI) was transfected into SH-SYSY cells to establish a 7rx/ overexpression model. Experimental groups
included: control (Ad-GFP), Trx! overexpression (Ad-Trx1), 6-OHDA treatment (Ad-GFP+6-OHDA), and 7rx/
overexpression+6-OHDA treatment (Ad-7rx/+6-OHDA). Western blot and qRT-PCR were employed to validate
Trx1 overexpression and assess inflammatory factor expression. Cell viability was measured via CCK-8 assay, LDH

(lactate dehydrogenase) release was quantified using commercial kits, and ROS (reactive oxygen species) levels,
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late apoptosis, and necrosis were evaluated via fluorescence staining. Results demonstrated that 7rx/ mRNA abun-
dance and Trx1 protein expression were significantly elevated in the Ad-7rx/ group compared to controls, with
green fluorescence confirming successful transfection. Overexpression of 7rx/ markedly attenuated 6-OHDA-in-
duced reductions in cell viability and suppressed LDH release. Fluorescence staining revealed that 7rx/ overexpres-
sion reduced ROS accumulation and mitigated late apoptosis and necrosis in 6-OHDA-treated cells. Furthermore,
qRT-PCR and Western blot indicated that Trx1 overexpression downregulated 6-OHDA-induced inflammatory

cytokine expression. These findings suggest that 7rx/ overexpression alleviates 6-OHDA-induced inflammatory in-

jury in SH-SYS5Y cells by reducing ROS accumulation and inhibiting apoptotic/necrotic pathways.
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MF 4> 7% (Parkinson’s disease, PD)& — % Il
PP RAT I, 32 S 1) Jo3 BEARRAIE D v i B8 5
FUEA ) 2 Ok Re i 4 uiB 42 M. B 9T iR PDEL
95 1R 2 AR AL T R 5 SR A R ORI #4898 0E AT O B
AL SO TR AR Y 5 14 48 (reactive oxygen species,
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RGN, w5 R RAHA R RE. A
WFER I, LER B RER AL, i AU 8 ™
W) (advance oxidation protein produces, AOPPs)ifH it
WOE NADPH AL B AT {2 2 ROS I i &7 A4 F: 30
2o, EIGFRROS T, RAEPK 1~ 121K A1 73 WA
SR 7R, I ALEAPEIRAT B, ROSHI#H
LB RIEAFAEE BFEIER?

% B (dopamine, DA)Z KM o & &+ = 1
IR G RAP LB T, XA 2 RGN 2 Fh AR
PRI fe W, AH 7R R B RO T, ZH R A Ab
Z Bk 3G vl e SBUNT G . 6-532 2 Bl
(6-hydroxydopamine, 6-OHDA) & KR £ 18 )i £ B
JEHIFR R R B, 1E i WM A E R —, W
F T AR S o 2 To A A 1 A

Trx L& —FpEE @A TR 1, K/ 12 kDa
FIZIhReER A ", 20120 605FAR, & IRB A IE N
PERRBE S AHAN . Tex IFE Z PP A DI RE(UIHTE . A
R JF RS e R . DNAS A LA R 40 B 0 1255 ) ke
FHREAMER P, AN SFER KR R BHAE S
RAEAG R, T Tex EEAH 2240 m] R A HE AR
YER .. AR, i 3RIE Tl v LLKGE 1-H1 3 4-5%
H-1,2,3,6-PUE M E (1,2,3,6-tetrahydro-1-methyl-4-phe-
nyl-pyridin, MPTP)SI/IN 5 AR 28 e 2 ek 1)
Trx 1 AT 9355 1- FH -4 2R LAV IE 5 S I PC 1240 Bt
2R, FHAE MPTPRIE /N B H 0] 22 B i i Jl )

thioredoxin 1; human neuroblastoma cell line; neuronal injury; oxidative stress; inflammatory

P TCA AR AT T2, A4 Trx 12 W 7E 6-OHDA %
SR P 2 G M 4514 R B IR BAE FH MR 2 AR Tl
T AR AL Trx i FER B8 DLER FE Trx 14E 6-OHDA 5
SISH-SY SY 4H a5 45473 A B F AL o

1w
1.1 SCIG4mAR

NP BEAH I8 40 i & (SH-SYS Y)W H (= #
S b A P
1.2 FERKF

Trizoll H 3£ [ ThermoFisher Scientific/A 7] ; &
{}i W H 3% [E Sigma-Aldrich/> &) ; DEPC/K. RIPAZY
fif . BCASE I 77 & (5824 ). SDS-
PAGE % Jig B e i ol 77 & . H/8E S R IE T
CCK-8iAfI & FLIR Mt SR 7R & Al
SERTER AR S350 B g A RAEHEARE IR
2 ¥ ; SYBR® Green Premix Ex Taq™. S &% 5% ik
& W H H A TaKaRaA 7] ; 345816 5% & )t (enhanced
chemiluminescence, ECL)& 5% 4 H 3% [E Millipore
A ; DMEM s s R 5. BRI B4R 135 W
H 3£ [H GibcoA 7] ; DMSOA M 17 1 SR I i 71
B EAT R R ERHARA A 6- 52 By
H 3 E Merck A 7] 5 th=EH/N R IgG =i leG.
B-actinPiL A H BN =& AEYH ARG IR A A ; iNOS
Pifk. HMGBI1HUAN B sUB 2 248 s ARV RHA
BRAF]; IL-6P0R . TNF-ofit A& B RAR IE GE A9t
RA WA HoAh AT Ak O o 3 8 7= 45
frafi. FrHSIYF AL,
1.3 FEHE
1.3.1 miaiiba®  [FHE 10%564 MG
1%75 /55 % R VAW DMEM S Bl B 57 5 | #E37 °C.
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%1 qRT-PCR3 |55
Table 1 qRT-PCR primer sequence

B DK 4K ElEZ )]

Gene name Primer sequences

GAPDH Forward primer: 5'-AGA AGG CTG GGG CTC ATT TG-3'
Reverse primer: 5'-AGG GGC CAT CCA CAG TCT TC-3'

Trx1 Forward primer: 5'-GTG GTG TGG GCC TTG CAA AAT G-3'
Reverse primer: 5-ACA CTC TGA AGC AAC ATC CTG ACA G-3'

IL-6 Forward primer: 5'-ACC TGT CTA TAC CAC TTC ACA AGT-3'
Reverse primer: 5-AGA ATT GCC ATT GCA CAA CTC T-3'

TNF-a Forward primer: 5'-CCT CTC ATG CAC CAC CAT CA-3’
Reverse primer: 5'-GCA TTG CAC CTC AGG GAA GA-3'

iNOS Forward primer: 5'-GGC CAT CCT TTC CCA AGT GA-3’
Reverse primer: 5'-GTT GAC GTG GGG TGG GTA AT-3’

HMGBI Forward primer: 5'-ATG GGC AAA GGA GAT CCT AAG-3’

Reverse primer: 5'-TTA TTC ATC ATC ATC ATC TTC TTC T -3’

5% COL 126t N XF SH-SYSY 4l it iE 47 84 9%

132 TxIiE R A RA AR M Dxlid Rk
I BERE R T IR i B R R A A PR A R, Tre i 3R
KRR R 4 N Ad-Trxd, [HPEXIEAE I HF5 GFPER
SRR, fiT 44 9 Ad-GFP. Trx ] 3 32 BT ) 4
JiiE: (1) ¥4 SH-SYSYZHA LA 1.5%10°4™ /FL I %5 & 4z
FhT-6FLARH, 4n Mo s BERR E A K 2424 hfE, B4R
(5 EE 7R85 (2) 2 BN B YL Z L (multiplicity of
infection, MOI){E >4 2001] Ad-GFPEX Ad-Trx1, 24 hJ5
TR IR 3L, 37 °CL 5% CO61F T k8559724 h,
FH R R AR W 5 s 23 2 QeI Ot

133 CCK-8&mpei& haeml ¥ Trxid Rk 5
Y LA 5x 1034 /LI 25 FE A T~ 96 Lk, F4H %
BSNES, YRR e K24 hE, ik
BrigsgRFE | 9264044 200 umol/LIY) 6-OHDA 4T
R, B 37 cCE IR 18 h/F HUH, B TE I
TE AP 5T 5, LA 10%) CCK-8 T-Af
W, S E T 37 CCEFRM 3 hE HUH , FHBEFRAX
1E 450 nm¥ K AL E WO RE (DYE, AR B F 1t
R AR BB E o SEEG o> B L X R (I
R FRH) SH-SYSY 4 ). 6-OHDAZL (SH-SYSY
ANMI AR IN200 pmol/LH16-OHDA). Ad-GFPZ(SH-
SYSY 4l 4 4 Ad-GFP). Ad-GFP+6-OHDAZH
(SH-SYS Y4l g o 4% 4 Ad-GFP 45 i1 200 pmol/L
116-OHDA). Trx1id ik (SH-SYSY 4 ffd o % 4
Ad-Trx YAl Trx 134 2 i5+6-OHDA 4L (SH-SY 5 Y 41 iy
R gL Ad-Trx ] 731200 pmol/LI¥6-OHDAZ).
1.3.4 FLERBLABEACE Legtem Dl FisAL

5, 1% 08 LR I U (lactate dehydrogenase, LDH)4
e 2 P A 3 7 B B P P R AT — AR, A
BEFRANAE 490 nmif A0 e W 5 EEAE, 1T 5 LDH
BRI AR . SLIR 15 0L Ad-GFP#E 44 (Ad-
GFP). Ad-GFP#;4%F:¥5 1200 pmol/Lf#) 6-OHDAZH
(Ad-GFP+6-OHDA). Ad-Trx 1% Y4 (Ad-Trxl)F1 Ad-
Trx L3R 1200 pmol/Li¥)6-OHDA ZH (Ad-Tix 1+6-
OHDA).

1.3.5 %JEPPE I CH4IMLLI<10°4 /LI %
JEEM T 6 fLARH, MG BE R e A K 2924 h
Jo, EHHT R FEE, NN 200 pmol/L 6-OHDAH
W18 h, ML, IRBUSE M, R4 BCAR]
VR E B E AW AR & U R
il SDS-PAGE#EL , ¥ HEIR 5 KIS L2 5, A
1< YK, kAR, 7EFLIE M IDN & 48 A
i Al Marker; LK 2544 : 80 V. 30 min, HLVKZ&HT
BENY B G, N 120 V. 40 min. HLIKES
J&, K B R E 1 x R R A
PVDFRE AT L, 264 v 100 VIE & L%, fR¥E
B R/INRERT ] % 5 58 RS K PVDF AR, N
5% MRk B PR, IR E 1 he H 1x
TBSTYE N 37K Jia K5 PVDE JE N X6 B Y — 3T (W B
Eefl o 1:1 000)H, 2R J5 T 4 °CHEIR g & 7K,
Fi 1x TBSTHME 3K, ¥ PVDF IR £ 22 5% M 1) —
PUCFERE LA 9101 000)H, Z=IRIFE 1 h; e A 1x
TBSTHME Sk A& A AR RG TR I E
BT

1.3.6 qRT-PCR%%  4HffikbEZE S5, BEFLIA
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1 mL Trizolik 7, 1821 5% £ A % RNase 1 DNase
1.5 mLEGLEH; BRI 200 pLET, K
FEFES min; 12 000 r/min. 4 °CE&.010 min; W
W EEZRHES, MAEERR AR, K EFHE
10 min, 12 000 r/min. 4 °CE5.0»5 min; 3¢ b,
BN mLI75%ZE%, 12 000 r/min. 4 °CE&
5 min; 3¢ B, S0 &8 I ADEPC/K, MR
TRE), DI RNAVKEE, I8t RN AV A I 550 K
20 RNAJK BEE R A — B0 AR Ui W P4 I %
SN, N4 HRE ¥ cDN AN —20 °CUKAR {R-AE
o U PR PCRI B - SER 2¢ 6 € &
PCR % N2 755 — B Bt v 95 °CHUAR 14 30 s; 55 —
BB N95 °CAEMES s, 60 °CIB k30 s, THHAIREN
40; 55 =B BEN9S °CLEH10 s, 65 °CIEHS s, B il
F]95 °CJaLL0.5 °C/sHEFFATIRIR . RNAETF
S5 K 2 Ak AT A6 S AT
1.3.7 ROSIRATRAFE  [AIMETERIITxlEFR
IEA PN 200 pmol/LIY)6-OHDA. & 37 °CH:
FEAAT 3 hJE UM, P e R A SR ) S 1 A
R ET 5, 18 FH PBSZE MR iR vk 30K, 14
A 73 LS A BT Hh 2 e A O
1.3.8 Hoechst 33342FePIk & A4 SERIT Tix]
i LA NN 200 umol/L6-OHDA. & 137 °C
RE A3 WG U, S LB FRICE 40 1 mL PBSZE
T, BEFLIINS uL Hoechst 3334244 (3 Al15 uL P14 (h,
T, 4 °CIHEYEI7 B 30 min/5, {87 PBSZE MR 22k
2% A8 T AR 23 L SR ANLET i e AN Tt
SRR
1.4 ZitFaE

BT A #4458 B Graph Pad Prism 8.03X 4 #3E1T %
Hr, B8 45 HE % (meantSEM) % 7k . £ 41[A] B
B8 B IR R O 22 40 BT (One-Way ANOVA), 4
] LR e 36 . P<0.05% x5 B Gt %=
s

2 H#R
2.1 HJFESH-SYSYZRAETrx 1T FRiXIRE!

NVEAl Trxc 13 R IA AR 2 45 0, {8 qRT-
PCR 7 VEA I T 1 3 I mRNA F &, Western blot /7 7%
Forill Trx 1 8 B R GETE L, 200 W AMBE N LS Trx ]
RRR B e . QRT-PCRES AN 1AFTR~, 55X}
M8 4H (Ad-GFP)FH EL, Ad-Trxl 41 Trx] mRNAFE 1 &

F T (P<0.001), Ad-GFP+6-OHDAZ Trrx] mRNA
4 552 BRI (P<0.01); 5 Ad-GFP+6-OHDAZ1AH
kb, Ad-Trx1+6-OHDAZH Trx] mRNA 535 75
(P<0.001), H.& T X} 841 (Ad-GFP). Trx1f{] Western
blotgh R UK 1BFE 1CHx, 5x) 4 (Ad-GFP)AH
tE, Ad-Trx 20 Trx 1 8 H R IA 7K 538 9 1 (P<0.05).
PGB L N Eos Ad-Trx I 2H 248 (056, PLE
SERRW, Trxc i FIEMERIRE EE 18T o
2.2 T RIETrxlf56-OHDAXT ##22 7T 4R AR 5E FIRY
A

R FT Trx1#E 6-OHDA % 5 () SH-SY S Y 41 g 3%
J3 R B VE R, A8 CCK-8¥2 A6 I 40 it vi% 71 1A%
et . CCK-845 AN 2577, 6-OHDAR] LA %
F FHRSH-SY SY 43S 71(P<0.01), 6-OHDA W] LU
.3 FEIC Ad-GFPZH I 40 i 7% /7 (P<0.01), 6-OHDA
i BRI Ad-Trx 17 4% )5 1 SH-SY SY 4 fe & /)
(P<0.05), 1t W] 6-OHDARE# 117 1IE % . Ad-GFP¥
Yo J5 A Ad-Trx 15594 )5 () SH-SY S Y 41 e, #4504
35 A R R i I 5 IE H SH-SYS Y4 ZH A L,
Ad-GFPH A MG T 2 A W%, 56-OHDAZAHLL,
Ad-GFP+6-OHDAZ AN is /1 22 7 AN W3, Ui Ad-
GFP [ 55 e AN 435 IEH SH-SYSY4H i f1 6-OHDA
U B SH-SYSY 20 ffL i 7738 i 2. 35 52, 5 Ad-
GFP+6-OHDA#L At , Ad-TrxI+6-OHDAZH 41 i 3%
JIR R T E(P<0.01) 0 DA B gh BRUiHH, I 3Rk Trx ]
REAR & 25 Hh203E 6-OHDAE S 11 SH-SYS Y4 i i 1
TR
2.3 TRIETrxIf56-OHDAXI 22 TTRALDHEE
oA

R ST Trx 1 7E 6-OHDA % 5 () SH-SY 5'Y 41 Jif2
LDHBE S 894 T, A58 FH 550 A U LDH YR8 51
M. @ERWE3FR, SXTHRAL (AJ-GFP)MI L, Ad-
Trx1%H LDHEJBUL &2 3% % 5, Ad-GFP+6-OHDA
41 LDHFR AR 2 2 38 0 (P<0.001), Ui BT RIE
Trx I A= 55m 1E % SH-SYSY 40 il LDH KB, 1
6-OHDAZx &1 LDHII R I ; 5 Ad-GFP+6-OHDA
AL, Ad-Trx1+6-OHDA 4] LDH B AR 5 2 B
(P<0.001). DL RSB, i 3RIA Trx I G240
6-OHDA 5 S HISH-SY 5Y 4l il LDHES i 14 1
2.4 TRIETrclf56-OHDA X 122 T 40 AR & 4R PR
AT SRS RHIR SRR M

RNIRFILFIE Trxl )5 , 6-OHDAXS SH-SYS5Y 4|
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A L, (B)
22 Ad-GFP + ;
o 1.5+ i Ad-Trxl - +
~ g .
R 3 | — —
S Trx1 | T — — .—I 12 kDa
2 & 1.04
P Bractin | W e e - —— 43 kD2
Y Z
M m ol k.
= 0.5
0 1 1
S oo \ad
& & & 9
Y O Y Q
v Qx‘o v o
& ¢
¥ kg
(€) 0.3-
—T— Control Ad-Trxl
% 0.2
< T
£ 014
0 1 1
b,ég &“*\
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A: iRk Tix )5, qQRT-PCRIEH I 6-OHDA R SH-SYSY 4 i) Trx/ mRNAEE 1455 ; B. C: Western blotiZ: A&l SH-SYSY 4 Trx 12K (% ik
A5 R s D OGRS T SR Trx il 338 M0 5 76 SH-SYSY Al i b i) 4 e RIOR o B s 9 B A5k 1R, n=3. *P<0.05, **P<0.01,
##%P<0.001, 5Ad-GFPALAH LL#L; #7P<0.001, 5 Ad-GFP+6-OHDAZLAH LLAL .

A results of QRT-PCR detecting the mRNA abundance of 7rx/ gene in SH-SYS5Y cells treated with 6-OHDA after 7rx/ overexpression; B,C: results of
Western blot analysis detecting Trx1 protein expression in SH-SYSY cells; D: fluorescence microscopy images showing the transfection efficiency of
TrxI-overexpressing adenovirus in SH-SYSY cells. Data are presented as mean=SEM, n=3. *P<0.05, **P<0.01, ***P<0.001 compared with Ad-GFP
group; "P<0.001 compared with Ad-GFP+6-OHDA group.

Bl FINHESH-SYSYLRAE Trx i ik HER]
Fig.1 The TrxI overexpression model in SH-SYSY cells has been successfully established

125

754

50

Cell viability /%

25

0 T
Ad-GFP =
Ad-Trx1

6-OHDA

HAR RN N T IEARIERR, n=5. *P<0.05, *¥P<0.01, “P>0.05.
Data are presented as mean+SEM, n=5. *P<0.05, **P<0.01, “P>0.05.
E2 CCK-8£1M6-OHDAFZMSH-SYSYHAEIE SIHILE R
Fig.2 The results of CCK-8 assay to detect the effect of 6-OHDA on the viability of SH-SYSY cells
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iR T AR IER, n=5. ***P<0.001, “P>0.05, 5 Ad-GFP4LHH EL#%; ##P<0.001, 15 Ad-GFP+6-OHDAZLH L 4%
Data are presented as mean+SEM, n=5. ***P<(.001, “P>0.05 compared with Ad-GFP group; “*P<0.001 compared with Ad-GFP+6-OHDA group.
E3 H{F & N6-OHDAZMSH-SYSY HALDHEE A AN LE R
Fig.3 The kit was used to detect the effect of 6-OHDA on LDH release in SH-SYSY cells

Mo ROS & & 4B 08 T AR B0 15 S i el ,
Pt WA M58 ROSERET YL 2 )5 ROS & = AR 1k ;
Hoechst 3334244 4 UL S A0 H I T 1% 400, PIH (0 52
UM FEAG L. S5 R Box, 5XF R4 (Ad-GFP)AH
b, Ad-Trx 14070 2. #7481k, Ad-GFP+6-OHDAZ1ROS
LB 58 e 3 B 55 2E 1 ; Hoechst 3334244 )5 Ad-
GFP+6-OHDA 41 41l i% 2 BUB W iR, PIA )5
Ad-GFP+6-OHDAZ 21 5, 5% Y6 i BE 38 5 540 [F) G
1Y Ad-GFP+6-OHDAZH #H L, Ad-Trx/+6-OHDAZH
RE i F WX e 5 . DL g UL, i RIE Trx]
REfZ k> 6-OHDA 5 5 1) SH-SY SY 4T fitd 1 ROS I &
IR 6-OHDA S S () SH-S'Y 5 41 o it 11 400 At 17
T AGH B SR FE 1 L o
2.5 FFRIETrcl[56-OHDAXT ##42 TT 40 Bl o 4 iE
HExEFEFRIEREM

NIRRT HIE Trx )5, 6-OHDAXT SH-SYSY 4
Jf Hp 8 A DG R R 2 BE IR 2, SR FH QRT-PCR 7 2
K iNOS. IL-6. TNF-o. HMGBIIE f#) 3 ik K
Vo ERANE SR, QRT-PCREE R Bor, H5X R4
(Ad-GFP)#H L, Ad-Trx 141 iNOS. IL-6. TNF-a#ll
HMGBIR:H mRNAF 0 8 & 224K, Ad-GFP+6-
OHDA#LINOS. IL-6. TNF-oFf1HMGBIX:F mRNA
F R 8N (P<0.0018; P<0.01); 5 Ad-
GFP+6-OHDAZH A LL, Ad-TixI+6-OHDAZH HMGBI
B mRNA T ¥ 22 B K (P<0.05); iNOS. IL-6
A TNF-o02% [Fl mRNA = 5 1) 8 3 F£ 4% (P<0.001 5

P<0.01). A EZ5RULH, ik 3RIA Trx I 628 4 B
6-OHDA %5 3 [ SH-SY 5 Y 41 ifg 4 A AH < 2 Al mRNA
FREEKE N
2.6 TRIATrxI[56-OHDAXT L2 T 20 b S AE
HXAEBERIEWE

HNFEF L RIS Trxl 5, 6-OHDAXT SH-SYS5Y4H
Ji 98 0 AH OC B 1 ARG DL 2, SR Western
blot 74 Ml iNOS . IL-6. TNF-afl HMGBI14E [ /)
Tk R ME 6, 5XT R4 (Ad-GFP)H
Et, Ad-TrxI41iNOS. IL-6. TNF-afll HMGBI1ZE [
218K T 8 % 481k, Ad-GFP+6-OHDA41iNOS.
IL-6. TNF-of1 HMGB1 2K [ {221k 7K P 24 b I 35 14
B (P<0.0018¢P<0.01); 5 Ad-GFP+6-OHDAZLAM Lt ,
Ad-TrxI+6-OHDA4LiNOS. IL-6. TNF-ofIHMGBI
I R AR KR 3 PR (P<0.001). BA E&5IR
YL, Rk Trx I Ge % | B 6-OHDA 1 3 1) SH-
SYSY 4 i 9 AEAH G H Rk K P 3 .

317

PD/& i WL IR AT R 2 — o AIRIT
1BYT PDIA R i, AHIEFT LLSH-SY S Y 41l i J9 it 75
ST, £ FH 6-OHDAM ZE A 4 e IR iR A, JE4%
e Trx I RIL MR EE , AN R GuAH B 11
BIT AL .

B SAIE B 1 R GO0 T 4 FR 20 B AR A 1) ~F 1l 22 0%
BB E S 5MNES . ROERPL EiE
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e
=
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[El4 6-OHDASZNISH-SYSYZHRIROSE B ULIRE . MAATFIFENER
Fig.4 Effects of 6-OHDA on ROS fluorescence intensity, apoptosis, and necrosis in SH-SY5Y cells
(A) (B) ©) (D)
4 4+ 5+ 2.0 -
8 8 8 44 ~ 8 #
% 234 © g3+ 32 & 2 1.54
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Sk £2 2, x 5 £ 10-
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A~D: iNOS. IL-6. TNF-o. HMGBIFJmRNAFEMrEER . B dom T EHEERRER, n=3. **P<0.01, ***P<0.001, "“P>0.05, 5 Ad-GFPA
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Fig.5 The results of detecting the abundance of inflammation-related genes in SH-SYSY cells affected by 6-OHDA using qRT-PCR
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Fig.6 The results of Western blot to detect the effect of 6-OHDA on the expression of inflammation-related protein in SH-SYS5Y cells
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