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Abstract: Objective To investigate the effects of baicalein on lipopolysaccharide induced proliferation and apoptosis of hDPSCs by
regulating IKK/NF-«xB pathway. Methods Human dental pulp stem cells (hDPSCs) were divided into control group, model group,
baicalein (2.5, 5.0, 10.0 pg/mL) group, baicalein + pCMV-NC group, and baicalein + pCMV-IKK2EE group. The 4450 value, EQU
positive rate, and apoptosis rate of hDPSCs were measured. Content of IL-6, IL-8, TNF-0, and IL-1f in the supernatant of hDPSCs
cells were detected by ELISA. The mRNA expressions of PCNA, CyclinD1, Bax, Caspase 3, and Bcl-2 in hDPSCs were detected by
qRT-PCR. The protein expression of the IKK/NF-kB pathway in hDPSCs cells was detected by Western blotting. The nuclear
translocation of NF-«xB p65 in hDPSCs cells was detected by immunofluorescence staining. Results Compared with the model group,
baicalein (2.5, 5.0, 10.0 pg/mL) group group were increased A4s0 value, EAU positive rate, and mRNA expressions of PCNA, CyclinD1,
and Bcl-2, while the apoptosis rate, supernatant levels of IL-6, IL-8, TNF-a, and IL-13, mRNA expressions of Bax and Caspase 3,
protein expressions of p-IKK2/IKK2, p-IkBa/IkBa, p-NF-kB p65/NF-kB p65, and the positive rate of NF-kB p65 nuclear translocation
were decreased (P < 0.05). pPCMV-IKK2EE reversed the ameliorative effects of baicalein 10.0 pg/mL group on lipopolysaccharide-
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induced proliferation inhibition, apoptosis promotion, and inflammatory response in hDPSCs cells. Conclusion Baicalein alleviates

lipopolysaccharide-induced inflammatory response, restores cell proliferation activity, and inhibits cell apoptosis in hDPSCs cells by

suppressing the IKK/NF-kB signaling pathway.

Key words: baicalein; lipopolysaccharide; dental pulp stem cells; proliferation; inflammation; apoptosis; IKK; NF-kB; PCNA;

CyclinD1; Bax; Caspase 3; Bel-2

TFHE R SR W) JOREE e, FEE A
R 51 e, G AR 2 T R A ) T 2 B A O
ORI T . 2R T REHERRES, FEUTHE
WE, e Esg g i ThRe 5 AR a2, AR
T T, 22 H03 914 3 f DA ] 30 1 98 E B
W, drmdREEE R, HAHEENGTFRD.
e AR — M SR R LA, AR (S S
WON Rek s O A AN B, a0 BF AT 240 F A 4
Ml BCE RS, MBS RFCE A A 14
JI 22 B 5 1) 2 E T M 15 2 Y2 25 0 ) 24 8 1 200 P
YR IGIE IR T, RSB RH LB R R
JIRFEBL, BRI, arfAr 4l 2ORE TR B R o T4
MO RIPE T (R A, OO S 2 IR A
FHE A B RL A IR B B
(IKK) /Ki#55¢ ¥ «B (NF-xB) B 4% 4
iE N5 G Avis A O 5l %, fEIRZ RS
(A PR G TR OB M . A TUHRIE, F
IKK/NF-«B 18 i#% A FH 15 A5 22 4l 75 5 1 2 fid 40 A 3
TR SERE B, Rt , B A 4% TKK/NF-xB 8 2%
PLLEE I 2 515 S I R T A Dy Repi s, O
BEJRETRIT S AN EZEDIN S, HERET 4
W FEEES 2, BT EEREY), BA
P PrEA PUATEZ R AEEEDS, CA W
FUIRIE, T Z A N R A 00 A A R S A
AP, Mk, #EFRIEREREE & T 5
T4 B B Tl R T 1k AR A 2 R R, Rk
Hom B AR AN 00, JETF Ik, AR AR Z
P ST BT A0 IR, BRI 32 20
N R4 3G T AE T2 e, 5 A IKK/NF-
KB @S, B S KRN T T4
5 F AL, AR PR i 28 V6 77 e 70 i P A 3R
WS PR DI AR AR ) S B0 AR A 5 B S
1 MRS E®
1.1 “Afm

N 6T 240 f ) B I 38 B AR R A PR
AF]

1.2 FEiK5
HEZHE (£[H Sigma AF, #t5 21060583);

WA R (R 2 M EMBIEER AR, #5
25060142); IKK2 2H s B4 350 o Fiz (pCMV-IKK2EE )
T 28 R (pCMV-NC) CZ2 S AE IR A TR A DD
CCK-8 kil & CHEAEMRHIRMHRAR, #t5
22106058); EdU #etififl& CGEa RAEVH AL
A, {5 20240105); 4HAIE TR IR (EE
BD A, 5 25096200); H4HMINZE (IL) -6+
IL-8. i8R FEIH F-a (TNF-a)+ IL-1p ELISA 7
& (RPGEER AR ARAFR, #its 24010509,
24116205, 23060951); TRIzol X7 ([ Thermo
Fisher Scientific A ], #t'5 23061495, ); Evo M-
MLV S #5877 &  Green Pro Taq HS TiJEA! qPCR
RAE GHR R AR, #E'5 22060154);
FIi—Pi p-IKK2. IKK2. p-IxBa. %K T «B #]
HFH o (IkBa) p-NF-kB p65. NF-kB p65. HHE-3-
WL I =B (GAPDH) N 91 (JE[E Abcam A #],
#E5 24610521, 23290501, 21060595 22095105
23061495, 24051605 25090416, 23010593). BZ-
X800 {5 E 7 BB R (FED ARAF];
OI 1000 4= HANERIE G WHET MGAED
BHEARATD.
1.3 #fEsreA AR

FNTBET Aoy 0T R . B, BB &R
(2.5.5.0~10.0 pg/mL)Z . 10 pg/mL %% +pCMV-
NC 4. #2555 +pCMV-IKK2EE 4 . % A5k
FE 10 mmol/L, %] DMSO ¥ fi#, —20 Ci#biasr3
RAF . WTHRALH IR TR, AMEARATALEE; AL LS
F 2 pg/mL JEZFET-FH 48 h1); X HR (2.5, 5.0.
10.0 pg/mL) ZHr 51 2.5. 5.0. 10.0 pg/mL #E% %
P& 2 pg/mL T2 PEILFETFHT 48 h'2; 35 E 4
pCMV-NC 554 pCMV-NC 48 h, F£ LA 10 pg/mL
WA RIS 2 png/mL R 2 HEILE 10 48 h; 3%
# +pCMV-IKK2EE 41 /#% %% pCMV-IKK2EE 48 h,
LA 10 pg/mL B FRIKE 2 pg/mL g 2 L [E
i 48 hlol, Gk /A9 E 1 ug/ul, JCHE TE Sl
Wi, —20 CHR1F. KH Lipofectamine® 2000 247
UKL G, RGN BRI E 2.5 pg/fl,
Lipofectamine® 2000 H&E4% 1 : 1 LLFlfECH| DNA 5



ENBRESH 2026484 AR & 5tk &

Drugs & Clinic Vol. 41 No. 8 August 2026 * 2205

Lipofectamine % e E &Y. HIH &Y S5 H ML
¥ E 6 h e kiR, #HEERER s
48 h AT IR B AL B . PPN IR G, DA I oR
R 430586 8 1 (EGFP) [ BE B KL (pCMV-EGFP)
AT N RET-A0M0 . Y 48 h J5, %t
TS EGFP FHMEAIA LG,  [RIT BA R an R 2
RGN SR, N BT i
PR ATIE (19.23+3.19) %. FAAFHLE RS,
W RE A AT 5 525
1.4 CCK-8 1A ZF 85 T 2mAn185E

N FEET AR T 96 FLAR T, #4018 1.3 T
N5, LI 10 pL CCK-8 k7, F 37 C
B E 2h, 5B CNE 450 nm K AL
PIREREE (AD 15
1.5 EdU &80 A T84 EdU fAMEZR

W& HNTRE T AT 24 L, &AL
B 10 pmol/L EAU TAFW, T 37 CHEEEHIFE 2 he
AR, F 4%2 R =R E 30 min, [
J& LA 0.5% Triton X-100 i#3i%E 10 min. &EFLIIA
Apollo Jeta ) B, ZHHREIEHFHE 30 min, FH
DAPI Y85 S 10 min LAARICLIMI . 5 T
PR TGI8 BdU FHMER.

EdU FHM:R =EdU FHM: AU ZU/DAPT FH 4441 %4
1.6 SRR A TFEET AT E

WA S AL ER 5 I N A BB T 200, F A p b
6 FLAR, FITARERL th22 0P (PBS) TR 2 1K,
T PBS B4 AR E S 1X10°/mL. H
1 mL 402, MAFF 5 uL Annexin V-FITC #l
5 uLPI B G2, B2 IR ) 5 IR E 15
min. BEE ARG, T 1h P R4 SR 4m
JRPET R,
1.7 ELISA #&0 A\ ZFEET 405 &% 1L-6. IL-8+
TNF-a. IL-1p 7k

Wtk 6 FLIRN S HNTRET 400, IAEEA
R H IR PBS Beidk, K FH I A Rk R A 2
B0 JE R I, $% R ELISA 576 i B 14
Y5, RN EERF IL-6. IL-8. TNF-a. IL-1p
T,
1.8 qRT-PCR #& A ZF 85T 40 A0 18 78 20 Az i
[& (PCNA) . #paEEAZEH D1 (CyclinDI)  Bel-
2 #x X EZH(Bax) . B89 fit X & E-3(Caspase-
3) . BH4ifEREE-2 &FR (Bcl-2) mRNA FRi&

WAL 4 X105 D2 /ALERN T 6 FLIR T,

KH TRIzol 7742 B & 20 N 7 i 40 A b 1) s
RNA, FHf# ] Evo M-MLV J#% Sl 7 ks 1 fe %
SN cDNA. 5195 A TAY TR A RA
A . ST S UL TS, f#H SYBR Green Pro
Taq HS T2 qPCR 71 & % cDNA #4794 . &
RiZAt: 95 °C. 10min, 94 C. 10s, 58 ‘C. 25s,
72 CIEAH 30 s, HEAT 40 IRFE¥R. L GAPDH W
Z, KA 2MCH R H I ER AN RIE R, A
W TSI F W~ GAPDH 1E T[4 5-
AGGTTGTCTCCTGCGACTTCA-3', %[ 5-TGGT
CCAGGGTTTCTTACTCC-3"; PCNA IE[f] 5-GGCC
GAAGATAACGCGGATAC-3', /2 [f] 5'-GGCATAT
ACGTGCAAATTCACCA-3"; CyclinDI 1EJf] 5'-AC
AAACAGATCATCCGCAAACAC-3', %] 5-TGT
TGGGCTCCTCAGGTTC-3'; Bax IE[\] 5-GAGACC
CTGAGCTGACCTTG-3', %[ 5-GAAGTTGCCAT
CAGCAAACAT-3'; Caspase 3 IE[i] 5-GGAAGCGA
ATCAATGGACTCTGG-3', jx[r] 5-GCATCGACAT
CTGTACCAGACC-3'"; Bcl-2 IF[f] 5'-GGGGAGGAT
TGTGGCCTTCCA-3', Jx[f] 5-GGGCGATGTTGTC
CACC-3',
1.9 Western blotting #0 A ZFBEF 4B+ IKK/
NF-kB B EBRIA

WA B A BT 6 FLIR, 7EVK A3 A RIPA
ZURIBHEAT SR, K BCA A€ Bk &ttt
HHER. ERLEANS, £ 10% SDS-EK N
WEfGEE I vk B Ja, FEENZE 0.22 ym i 4
J& (PVDF) . AR ERE AL 1h, FE5
MA—#T 4 CWELR, FrH—difE: p-IKK2
(1:500). IKK2 (1:500). p-IkBa (1:1000).
IkBo (1 :1000). p-NF-kBp65 (1 :1000). NF-«kB
p65 (1 :1000). GAPDH (1 :1000). £ TBST ¥
Ya, BIESLE R R EEEE 1 h. R
Odyssey LI-COR & R4 x&E AR 5T B
SE BT
110 SRRAEERMATET MM+ NF-B
p6s %5

WS HNT R TAMEM T & S 1 24 4L
WA, eadaiEiE, H 4% 2 BHFEEREE, 0.2%
Triton X-100 J#i%E, 5% BSA M, BEE A RSN
NF-xB p65 —Ht (1:500) 4 CHEILAR, KHIN
AP (1:600) #OGHFE 1h, DAPI #4t%, A
e FIRARMET T, HH Image J B



« 2206 * HABESH 2026 E£8 H

LR S

Drugs & Clinic Vol. 41 No. 8 August 2026

NF-kB p65 #% % # BH L4 %

RS BRI % = %A NF-xB p65 586 FH 1 4i i 4/
& DAPT FH 40 %L
1L.11 GitEREE

K FHl GraphPad Prism 8.0 {437 G 11550 #7
FIT AT SEBBdE L x £ Hon, 2410 BLiseR Y s
B EDNT, PR HECRH SNK-g 1556 .
2 #R
21 BERMEZEFSHWATIETHBIEEN
Al

SRR A, #5 & (2.54 5.04 10.0 umol/L)

S0 i S0 pm 50 yim
— — -

HNFEET I Asso 6 EAU FHMEFHEEF 5
(P<0.05); 5#%E K 10 pg/mL 4. #HERH+
pCMV-NC 4 L0 #, 3% % 24H +pCMV-IKK2EE 41 A\
FRETUNML Aaso {6 EdU PHPEF R ZHFFE (P<
0.05), WK 1. % 1.
22 BAEERMEZEFESWATHETHEREATH
AL

SRR R, $5 &R (2,54 5.04 10.0 umol/L)
HANFRETHIRH TR EERFIL (P<0.05); 5
%% 10 pg/mL 4. HEE+pCMV-NC AL, #
22 +pCMV-IKK2EE 4 A\ F T4 1R B

50 um 50 pm
—

WX FEAPCMVNC  #55+pCMV-IKK2EE

1 EdU REEMATEETAAIEE (X200)
Fig. 1 EdU staining for detecting the proliferation of hDPSCs (x200)

F1 BEANFEETHAE A8, EAU PAMEZREEE: ( X s, n=6)
Table 1 Comparison of A4s0 values and EdU positive rates of each group of hDPSCs ( xts5,n=6)

245 WP (ng ML) Asso EdU PFAE/%
Xof R — 1.05+0.14 58.68+3.76
it — 0.38+0.05" 16.65+1.07
AR 25 0.5240.06* 21.93+1.39*
5.0 0.69+0.08% 27.44+1.72%&
10.0 0.97+0.11%%@ 50.62+2.88#@
H%E +pCMV-NC 10.0 0.99+0.10 50.75+2.96"
% % +pCMV-IKK2EE 10.0 0.730.0944 31.76+1.8324

Hxte4iLbse: "P<0.05; SHAIALLE: "P<0.05; HEXF 25 ugml ALLE: 4P<0.05; 5EEE 5.0pgmL AL @©P<0.05; H5#
%3 10.0 pg'mL A HE: AP<<0.05; 5EHFH +pCMV-NC 4LL4: 4P<0.05.
“P < 0.05 vs control group; *P < 0.05 vs model group; P < 0.05 vs baicalein 2.5 pg'-mL™" group; @P < 0.05 vs baicalein 5.0 ng'-mL™" group; P < 0.05 vs

baicalein 10 ug-mL™! group; 4P < 0.05 vs baicalein + pPCMV-NC pg-mL™! group.

FTHE (P<0.05), WK 2. % 2.
23 BERMEZEFSNWATETHER LER
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AR +pCMV-NC AL, 3#E A +pCMV-
IKK2EE H A F #4008 FiEW IL-6. IL-8. TNF-
o IL-1B 7K FRZE A (P<0.05), WL 3.
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PCNA- CyclinD1. Bax. Caspase-3+ Bcl-2 mRNA
FIKRIFZ N

ERIRA L, B R (2,54 5.05 10.0 pmol/L)
HNFBETYIM PCNA« CyclinD1+ Bcl-2 mRNA
Z 5, Bax Caspase-3 mRNA I 2 [#{K(P<<0.05);
H5¥HEZER 10 pg/mL 4. #EFE+pCMV-NC 4Lt
B, WA E+ pCMV-IKK2EE 2H A\ 7 %6+ 41 i o
PCNA. CyclinDI. Bel-2 mRNA 55 535 BB,
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Fig.2 Flow cytometry was used to detect the apoptosis of hDPSCs

®2 BHAANFBETHERBTRELR (X+s, n=6)
Table 2 Comparison of apoptosis rates of hDPSCs in each
group ( x*s,n=6)

2H ) Wl (ugmL™)  FHTR%
POty — 8.67+0.52
it — 43.67+2.71"
HER 25 37.91+2.34%
5.0 29.88+1.75%
10.0 14.69+0.89%&@
# % +pCMV-NC 10.0 15.01+0.92"
#2%E +pCMV-IKK2EE 10.0 27.78+1.5544

EX AR "P<0.05; SHRA . "P<0.05; HHEE 2.5
pg'mL A £P<0.05; S5EER 5.0pugmL A @p<
0.05; 5% K 10.0 pg-mL ' AL : 4P<<0.05; 532K +pCMV-
NC #ltb#: 4P<0.05.

*P < 0.05 vs control group; P < 0.05 vs model group; ¥P < 0.05 vs
baicalein 2.5 ug-mL™' group; @P < 0.05 vs baicalein 5.0 pg'mL™!
group; 2P < 0.05 vs baicalein 10 pg'mL™' group; 4P < 0.05 vs
baicalein + pCMV-NC pg-mL™! group.

Bax. Caspase-3 mRNA KiARZTHE (P<0.05),
W 4.
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NF-xB & i & B FRIERIF M
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I, #HE R+ pCMV-IKK2EE 4\ F 861400
i p-IKK2/IKK2. p-IkBa/IkBa. p-NF-kB p65/NF-«kB
p65 EAXRIERETE (P<0.05), WHE 3. %5,
26 BZEMNEZSEESHATHETHBES NF-
KB p65 %S0

LR L, BE R (2.54 5.05 10.0 pmol/L)
HANFHETUNH P NF-«B p65 #2555 FHPE R B2 1%
it (P<0.05); S53EH 10 ng/mL 4. ESHHE+
pCMV-NC 21 LU, 355 320 + pCMV-IKK 2EE 20 A
FRET A NF-xB p65 B MR B2 T
(P<0.05, WK 4. %e6.
3 g

N T BT 20 B P 38 B 0 M S R TR R e
FREAGUEERE I HIAZC, HIRE T K B S5
FRERAIRIT R, AP at R ER, IR
PG N BET UM Aaso EHAT BAU PR 2 B35 F5
i%, TP EFm, R\NRZ T EEMH AT
BET-41 i 38 5 e HH T2 PCNA Al CyclinD1 &
VAP B S A ) e R ), HRIAKP %
S R B G BE TG 1404 Bel-2. Bax. Caspase-3 &1
ToARR AL O 7, HoH Bel-2 APLHTEEH, Bax
Fl Caspase-3 AR T R AN, AWFF LI, fEZ
B 4b B AT R E R M ONCFBE T4l PCNA
CyclinDI ~ Bcl-2 mRNA ik, [FIE L Bax.
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R3 REAFTEETMAE SR IL-6+ IL-8. TNF-a. IL-1p /KFELLE ( x*s, n=6)
Table 3 Comparison of the levels of IL-6, IL-8, TNF-a and IL-1p in the supernatants of each group of hDPSCs ( xts,

n=6)

ZH 5 WEI(ugmL™")  IL-6/(pg ML) IL-8/(pg mL™") TNF-o/(pg mL™)  IL-1p/(pg mL™")
ot R — 65.67+4.51 78.66+4.67 16.63+0.92 2.674+0.27
it — 301.68+18.78"  263.67+17.73" 135.67+8.23" 23.73+1.51"
HER 25 251.93+14.36" 211.94+12.37* 104.95+7.38* 19.89+1.04*

5.0 186.88+10.73¢  160.83+8.75% 72.89+£5.76%  14.8340.92%
10.0 97.63+£5.29%@ 99 88+5 46%&@ 31.65+£2.21%@  468+0.53%@
H% %K +pCMV-NC 10.0 98.08+6.14" 100.09+6.23" 32.09+2.37" 4.81+0.34
H % %K+ pCMV-IKK2EE 10.0 173.79+10.88*4  157.76+9.8324 75.78+4.83*4  11.7640.81"24

EXIRA R "P<0.05 "P<0.01; SHAIHLLES: #P<0.05; H5IEEE 2.5 pgmL T A EHR: 4P<0.05; 5% E 5.0 ug-mL ™ AHELAEL: @P<<0.05;
5% % 10.0 pg'mL ! HEEL: 4P<0.05; HIEXFE+pCMV-NC 4l 4P<0.05.

“P<0.05 P <0.01 vs control group;*P < 0.05 vs model group; “P < 0.05 vs baicalein 2.5 pg'mL"! group; @P < 0.05 vs baicalein 5.0 ug-mL™" group;
AP <0.05 vs baicalein 10 ug'mL™"! group; 4P < 0.05 vs baicalein + pCMV-NC pg-mL™" group.

x4 BEAFBETFMET PCNA. CyclinDI Bax. Caspase-3. Bcl-2 mRNA FiEHEE ( x%s, n=6)
Table 4 Comparison of mRNA expressions of PCNA, CyclinD1, Bax, Caspase-3, and Bcl-2 in each group of hDPSCs
(}i&n=6)

i MRNA AHXS 5 &
ZH W (ug mL™) -

PCNA CyclinD1 Bax Caspase-3 Bcl-2

X iR — 1.00+0.00 1.00+0.00 1.00+0.00 1.00+0.00  1.00+0.00
T — 0.29+0.04" 0.32+0.03™  2.89+0.19" 3.16+0.22” 0.374+0.04"
HER 25 0.43+0.06* 0.444+0.05*  2.43+0.16" 2.71+0.18*  0.48+0.06"
5.0 0.67+0.07*&  0.59+0.05*&  2.05+0.14% 2.25+0.16" 0.69+0.07%&
10.0 0.89+0.09%4@ (0.87+0.08%4@ 143+0.15%%@  1,61+0.14*@ 0.91+0.09%%@

XK +pCMV-NC 10.0 0.91+0.10" 0.90+0.09"  1.46+0.17" 1.63+0.15° 0.93+0.10"
XK +pCMV-IKK2EE 10.0 0.66+0.0844  0.61+0.0724 1.95+0.18%4 2.14+0.1644 0.714+0.0744

SRR "P<0.05 P<<0.01; SHBIALE: *P<0.05; SEEEK 2.5 ugmL ! AL 4P<<0.05; H53EEE 5.0 ugmL! A @P<<0.05;
HHEZE 100 pgmL T HEE: 4P<0.05; 5L R +pCMV-NC 4ELHE: 4P<0.05.

"P<0.05 P <0.01 vs control group;”P < 0.05 vs model group; “P < 0.05 vs baicalein 2.5 pg-mL™" group; @P < 0.05 vs baicalein 5.0 ug-mL™" group;
AP < 0.05 vs baicalein 10 pg'mL™" group; 4P < 0.05 vs baicalein + pCMV-NC pg-mL™! group.

Y7 G T A O R AE T A SRR R Rk, S A
FHETAIMIEE ST 5. A, B2 RE SR
RAE N RPN T HE T4 ThRE O B R A, (R
KT IL-6. IL-8. TNF-o. IL-1p AT BBl it
— 35 N P BB L 254 A4l B Th g S el AT 7L
SERRI, WA N TR s ik 4 R
R HF KV RETE, RPBZHTHES AT HE
TR A RIE R M. DA g5 F4oR, H s 2 b
F5F BN BE T 40 M 9 0 S A T IR s F i, T
RE BRI TT 2F il 98 1A SRS 2 —

HE RS S I OIE TSy, B W B
R PUEA L ABRRE TS, A RIE,
T AT 2 R 9% SO B TR R 4 A PR AR b

i Jo ST, ARHF T, 45 T AR E RS RH T 1A,
N R B 5a e /) W E s, T RHE T
B, JOME R Mg, PR B R A MR 2
PEE SN T T A MRThRERf, KIFEMMORYE
Mo BRBFGE R — DR T 35 AR R A
NS, NHR T A BER BT R IA T I 7 505
A

IKK/NF-xB 15 58 % A& 2 0 R W 1A% 0 i 3%
WXL IKK & A4 1 1) IKK2 S& i1k IkBa ft e
AL, S0 J5 T 550 IkBa PR, B NF-«xB
p65 WIEI R AL, HEWE BT SR K 1)
BE0), YRR, O] IKK/NF-xB {5530 i a] {3k
WA PEE T 98 /N BRI B AR ARt ged, iR
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p-IKK?2 s D D SIS S S S C 7 < 0
KK DD . S e - <0
P e QD D D e e Y1

IxBa. .... . .. 3.9% 10

p—NF—KB p65 _----- -. 6.5X10*

L L L L L L
L - — —— - -

A B C D E F G
A-XHE, B, C-E%E 2.5ugml !, D-#%E 5.0 ug'mlL !,
E-#% % 10.0 ugrmL™!, F-3E % % +pCMV-NC, G-3E % & +pCMV-
IKK2EE.
A-control, B-model, C-baicalein 2.5 pg-mL’!, D-baicalein 5.0
pg-mL™!, E-baicalein 10.0 pg'mL™!, F-baicalein + pCMV-NC, G-
baicalein + pCMV-IKK2EE.
3 RBEAFFEFHAT p-IKK2/IKK2, p-IkBa/IkBa.
p-NF-kB p65/NF-kB p65 & HFKik
Fig.3 Expression levels of p-IKK2/IKK2, p-IkBo/IxBa,
and p-NF-kB p65/NF-kB p65 proteins in each group of
hDPSCs

Z R JE N BE T4 p-IKK2/IKK2. p-IkBa/
IkBa. p-NF-kB p65/NF-kB p65 (K2 1%k &% Tt
1, NF-kB p65 #ZH IR S, REEZ
] I 2 BOE IKK/NF-«B 38 5 . 11 3% & T Hin 77
AR SVEHBR(R R B R A E I RIE, H0H] NF-
kB p65 #%HH, $En i ER ] A iE g | IKK/NF-
kB I8 B RS A R R N CF BE T4 B K R A

pCMV-IKK2EE Jiifigwts#) IKK2 & EAE 177 A
181 fir 22 5 1R K HE A 2 B B AR A8 (S177E/S181E),
Z A AR IKK2 A R IR AR A, A
S B T R S . ik — 2D EGAIE IKK/NF-
kB B E S R R AT TR - 2AEH,
AW T E LY p)CMV-IKK2EE ikl (IKK2 ¥
JRLD R T IKK SRR AL AR . 45 R BIR,
Y pPCMV-IKK2EE J&, #EHEA R 205 SN
FBE T PR AN . TR R SORE SN ) A
VE R0 B35 00, PRRAIE SE 3 2 26 N A B T4
L AR 1 & st 0] TKK/NF-«xB I8 B35 AL sk
L) . fH 3 %5 &K 4 + pCMV-IKK2EE 4 ] p-
IKK2/IKK2. p-IxBo/IkBa p-NF-kB p65 & [ 357K

%5 BEATFHTFHEP pIKK2IKK2, p-IkBa/IkBa. p-NF-kB p65/NF-xB p65 B HFIALLE ( Xx=+s, n=6)
Table 5 Comparison of protein expressions of p-IKK2/IKK2, p-IkBa/IxkBa, and p-NF-kB p65/NF-kB p65 in each group of
hDPSCs ( x*s,n=6 )

415 R (ug L) RORIER
p-1KK2/IKK2 p-IxBa/IkBa p-NF-«kB p65/NF-kB p65

xif — 0.31+0.04 0.22+0.03 0.1240.02
R — 0.88+0.09" 0.81+0.09™ 0.75+0.08"
AR 25 0.75+0.08* 0.72+0.08* 0.64+0.06*

5.0 0.610.07%& 0.56 +0.06%& 0.4140.05%&

10.0 0.41+0.05%@ 0.33+0.05%%@ 0.270.04%@
H AR +pCMV-NC 10.0 0.4340.05" 0.3540.05" 0.2940.04"
A K +pCMV-IKK2EE 10.0 0.58+0.0724 0.51+0.0644 0.39+0.0544

St RRAER: "P<0.05 P<<0.01; SHFIALE: *P<0.05; S5EEK 2.5 ugmL ! A 4P<0.05; S5 5.0 ugmL ! A HHK: @P<0.05;
5% 10.0 pgmL T HEE: 4P<0.05; 53EHR+pCMV-NC 4lELHL: 4P<0.05.
*P<0.05 P <0.01 vs control group;”P < 0.05 vs model group; “P < 0.05 vs baicalein 2.5 pg-mL™" group; @P < 0.05 vs baicalein 5.0 ug-mL~" group;

AP < 0.05 vs baicalein 10 pg'mL™" group; 4P < 0.05 vs baicalein + pCMV-NC pg-mL"! group.

PSR LT, HEMTFHEER S pg/mL
H, HEMFEZSRIENZ R A, HyiR
RS AT EE RIS AR T IKK2 _F 30 TAKL 2545 54
T, pCMV-IKK2EE {EA T2 AL o R AR
REH 7 GRI 1AM H 8, FF H NF-xB i 2 [ A 1 71
ST T BE RS M £ R AL KT AR I . PR ik
pCMV-IKK2EE fEDJREZ 1 (G5, R &t
BT BRI RN, AEAE B R RR Ab 2 T A SE

BlE i . JREs It T AT A Rt — P IR
LA AR A KL

25 LT, 3 A A @ I A IKK/NF-«B 5
A, R 2R T AN OF B T A R R
2, VR ARG S D M AR T AR N
) B B 5 2 DR SO Sl B R A BE T AR B o
PURBRAE 7 SRR, I D9 28 BB % 1 5 B A SR
FIARALIR Bt T 3T B RS STEE R AE 25 W)L A
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DAPI

NF-«B p65

25 um 13 i

5.0 10.0 WHEAPOMVNC  HEEZApCMVAIKK2ER

R/ (ng'mL™)

4 BRERAZERNEHANTIETHI D NF-kB p6s %57 (X400)
Fig. 4 Immunofluorescence staining was used to detect the nuclear translocation of NF-kB p65 in hDPSCs of each group
(x400)

®6 FBHEANFEETAT NF-kB p65 #%45 HHERELEL
( X+s, n=6)
Table 6 Comparison of the positive rate of nuclear
translocation of NF-kB p65 in each group of hDPSCs

(xxs,n=6)

NF-kB p65 %

ZH 5 W I(ng mL™) 1%
of e — 10.3840.75
it — 72.81+5.08"
HER 25 58.63+4.05"
5.0 41.67+3.11%&
10.0 22.68+1.57%@
#HEE+pCMV-NC 10.0 23.75+1.63"
5 FE+pCMV-IKK2EE 10.0 38.89+2.1744

HXBAE: *P<0.05 P<0.01; SR 1P<0.05; 5
R 2.5 ngmL LR 4P<<0.05; 5EEEK 5.0 pgmL T 41EL
: @P<0.05; 5H%EFK 10.0 pgrmL ' HELE: 2P<0.05; L
F+pCMV-NC 4 Lhi: 4P<0.05.

*P<0.05 P <0.01 vs control group; *P < 0.05 vs model group; &P <
0.05 vs baicalein 2.5 pg-mL™' group; @P < 0.05 vs baicalein 5.0
pg-mL™! group; AP < 0.05 vs baicalein 10 pg-mL™" group; 4P < 0.05
vs baicalein + pCMV-NC ug-mL™! group.
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