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(FBE] B SR (E)BKeesra®aiFF R L@y eEmnBZie ., Ak BHRARFS
Bk W & 2m itk (HUVECs) 347 58 F 72, /A 200 pg/mL 4 Mg A % & (CTH) & 32 1 h #F F A & % 135
# . CTH &£ 244 F 0.1 mmol/L E2,0.1% =% X A (DMSO) & 50 pmol/L P79350 42 1 h, KA w4
R ALS M (MTS) s Aa ) 20 B 7% 7 [490 nm 4 B R B (A, )18 |, ELISA #3273 & & am f A~ & (IL)-1B8.1L-6,
M 9% 3% 8 B F-a(TNF-o) . 78 =B (MDA) , 2 8.4 4 8 4% 8 (SOD) 7K F, TUNEL 3% # il 28 i 8 = %, Western
blot # M| 2| fe ¥ EFE AL A caspase-3(cleaved caspase-3) . % B2 p38 (p-p38) . B B L 4 B F-kB(p-NF-«kB) & i& /K
F, R CTH A A,y 13854 F SOD RT3 AL T3 B4, 325 &+ 11L-18.1L-6 , TNF-a . MDA K-,
B % M F cleaved caspase-3.p-p38.p-NF-kB kX K-F35 8 8 & T B4 (P<0.05); DMSO+E2 4
Ao 1A 32 SOD AF 348 8 % F DMSO+CTH %2, 3 & & & 1L-18.1L-6 . TNF-o . MDA 7 F ., 8 jto 8 =
B P cleaved caspase-3.p-p38.p-NF-«B & ik K -F 348 24K F DMSO-+CTH 22 (P <0. 05); P79350+ E2
21 Ay, 1. 3R AT SOD K348 248 F DMSO+E2 48,34 A % 1L-18.1L-6 ., TNF-a . MDA & ., 25 jto A =
B L P cleaved caspase-3.p-p38.p-NF-«kB £k K-F3¥H AR ZH T DMSO+E2 /4 (P<0.05), &it E2 T4
i 3t A ) p38/NF-kB i@ B A~ 69 K gE B  BAL B3 & s e o, 48 CTH #3689 1 % 2| 4215
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Effect and mechanism of estradiol on decreasing extracellular

histone-induced endothelial cell injury”
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(1. The First Department of Urology s Zhuzhou Central Hospital s Zhuzhou  Hunan 412007 ,China ;
2. Department of Organ Transplant , The Second Affiliated Hospital of Hainan
Medical University , Haikou , Hainan 570216 ,China)

[ Abstract] Objective To study the effect and mechanism of estradiol (E2) on decreasing extracellular
histone induced endothelial cell injury. Methods Human umbilical vein endothelial cells (HUVECs) were cul-
tured to conduct the grouping and intervention. The endothelial cell injury was induced by the treatment of
200 pg/mL calf thymus histone (CTH) for 1 h. Before CTH treatment,0. 1 mmol/l E2,0.1% DMSO or 50
pmol/L P79350 was pretreated for 1 h, Then the cell viability [ absorbance value at 490 nm (A,,,) ] was detec-
ted by MTS assay,the levels of interleukin (I1L)-18,1L-6,11.-6 , tumor necrosis factor-a ( TNF-a), malondialde-
hyde (MDA) and superoxide dismutase (SOD) in culture medium were detected by ELISA,the apoptosis rate
was detected by TUNEL assay,and the expression levels of cleaved caspase-3,phosphorylated p38 (p-p38) and
phosphorylated NF-kB (p-NF-kB) in cells were detected by Western blot. Results The A, value and SOD
level in culture medium in the CTH group were significantly lower than those in the control group,the expres-
sion levels IL-18,11.-6 , TNF-a and MDA in culture medium,the apoptosis rate,the expression levels of cleaved
caspase-3,p-p38 and p-NF-kB in cells were significantly higher than those in the control group (P <C0. 05).
The Ay value and SOD level in culture medium in the DMSO-+ E2 group were higher than those in the
DMSO-+ CTH group,the levels of 1L.-18,1.-6 , TNF-a, MDA in culture medium,the cellular apoptosis rate, the
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expression levels of cleaved caspase-3,p-p38 and p-NF-kB in cells were significantly than those in the DMSO-+
CTH group (P<C0. 05). The A,y value and SOD level in culture medium in P79350+ E2 group were lower
than those in the DMSO-+E2 group, the levels of 1L.-18,1L.-6 , TNF-a, MDA in culture medium, the cellular ap-
optosis rate,the expression levels of cleaved caspase-3, p-p38 and p-NF-«kB in cells were significantly higher
than those in the DMSO-+E2 group (P<C0. 05). Conclusion E2 may reduce the endothelial cellular injury in-
duced by inhibiting p38/NF-«kB pathway mediated inflammatory response,oxidative stress and cellular apopto-

sis.
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JOE TG 5 B 9% A 240 e PR A R B T L AR A I T S
RELOR T ) SR OIS S A W AT ] R
ZI T BERE R LE A AR L A P B 40 9 5 A e
BAERTE L . Z NS D Re i 4 h e 2 | 2 AE A, &
PN B 45005 1 DR 28 A 2, vl A0 A /D 1 R i
AR R AR AR . 2T R g
FER I ST S L e A R L K S B AR Y i 3 40 i
SR KT B S UG A G, SR TR & 4 &
P 6 B[] o o Ak 2 7 X i O A% -k B (nucle-
ar factor-«B, NF-«B) F p38 il % A] & 57 N F7 48 i 3
i TR

WV R 2 A O i I R AR A
LA Ik RAFSE s i3S M B2 Cestradiol , E2) /KB A
JEIEMFIE R UG A R WK N ZEZ—" . 545
Wy S 5 SE AR 7R E2 W] 98 4R R R AE 3 A JE g i
B3 A0 E2 16 e 37 0 & a3 B v i o B ARV &
LG A+ R, AP RE  E2 7E M & oo it
Koot WUIE AR 2 v (1 40 Jf O 47 VE F 5 ) p38 i %
o NF-xB 3@ B 5 36T o, A 9 76 K i 4
AR ] e S i N B A AR A R PR R T
E2 B9 V8 H . L Je NF-«B. p38 il [ Hl 56 9 7> 1
B
1 MRE5FE
1.1 ##

1.1.1 @k

B8 k9 K2 28 M8 Bk (human umbilical vein en-
dothelial cell, HUVEC) I [ 2 [H ATCC A 7,

1.1.2 A

N B iR 2H 25 ) Ccalf thymus histone, CTH) , Y
A A P (MTS) 20 18 58 050 & 1 R 38 S 4
FHE A R E2. p38 1 3h 7) P79350 (i £7 MW BE 0. 5
mol/L) W H 2% [ Sigma 2\ 7, [ 40 il 4 % (interleu-
kin, IL)-18, IL-6, fif 98 3K JE Al F-a (tumor necrosis
factor-as TNF-a) . N . fi¥ (malondialdehyde, MDA) .
A AL W) B 4k B (superoxide dismutase, SOD) #Y
ELISA #5080 A FE ot d B9 TR0 58 T, 34
fif e S TUNEL T4 57 & B/ B3 = KA

estradiol; extracellular histone; endothelial cell injury; p38/NF-kB pathway;inflammatory

Al .15 caspase-3(cleaved caspase-3).p38. W21k
p38(p-p38) .NF-«B.# R ft. NF-«xB(p-NF-«B) f 7 P
— P H £ E CST A,
1.1.3 BB

YRR IR A H 95 [ Thermo A Al , £ I fE B b
1 A 2 E Bio-tek 24 A, 2806 WA BT H H A Ni-
kon A ], AR B 2L [H Bio-rad 23,
1.2 7%
1.2.1 HUVECs /& 54

HUVECs £ 10 % it 4 138 1) 58 & 15 37 5L
it B B 5 9 AR KCE 90 W IR 0. 25 %6 g 4R A i gt
FIMALIER . B HUVECSs 33 76 A [ 51K Y 55
TR, 43 XA (CTH 41 . E2 4. — H 3 7 i (DM-
SO 4 . DMSO+CTH 41 .DMSO+E2 4 ,P79350 +
E2 40 AN B 5 a0 5 B AL FHOAR & 25 W) 10 15 57 6 4
P 60 min; CTH ZHH & A 200 pg/mL CTH # 8 3%
FAFE 60 mins E2 41554 T & A 0.1 mmol/L E2
R fR L AL B 60 min, i J5 & A 200 pg/mL CTH
B 55 35 AL B 60 min; DMSO 4 H & 47 0. 1% DMSO
B85 35 B e A B 2 h; DMSO+ CTH A H & A
0.1% DMSO K85 3% 3 Wi kb B2 60 min, 1 J5 & A
200 pg/mlL CTH By 72 FAL BE 60 min; DMSO +E2
HHEA 0.1% DMSO H1 0.1 mmol/L E2 #5553
AL EE 60 min, MG &4 200 pg/mlL CTH B 57
FEALFE 60 min; P79350 + E2 4 &% A 50 pmol/L
P79350 #1 0.1 mmol/L E2 i35 54 3 60 min,
M &4 200 pg/mL CTH #1535 H AL B 60 min,
Jr ¥ EE 5K,
1.2.2 @miniE ek

HUVECs ## 78 96 L5 F 4, CTH &3 5
15.30.45.60 min B, R I MTS #3817 40 i 16 71 K
W TE BB FRFL NI 20 p G 0 9 F 4k 25 B 3%
4 WL JE 7R B bR AL B RS T 490 nm JF K A W OE E
(A 1H.
1.2.3 BAA T KRR B WA LR IEAF
)

HUVECs #F# 7E 12 Ly 5, CTH A3 )5
60 min 43I US4 35 7% I AN ML, SR RS st AW T
FEBZE BT A ELISA 32050 S A6 I 8% 7 5 b 1L-18.11-6 .
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TNF-a.MDA ,SOD 7K-F-, 2k H] BCA 2 K6 I 41 Jif1 19
H K 5 2 e A i B P 1L-18.10-6 . TNEF-
a MDA .SOD 7K,
1.2.4 AT Fein

HUVECs ##7E 24 fLEEFEMRH . CTH 4B 5 60
min WAL 4% Z R B EEE >k TUNEL %
6 00 240 Jf O T, 2 BN & U B B 4T TUNEL 4 fa
47, 6- Pk FE-2- 2R I e (DAPD Y 5, 78 5
W2E TUNEL BH 40 i K% DAPT BH M 40 i 51 11 %k, 11
BN T2 R = TUNEL BH 4 40 e %/ DAPT BH 14 41
FfL% X 100 % ,
1.2.5 @fo P &G kAR e

HUVECs #Ffi 78 12 L F= M. CTH 4 # )5
60 min WA 4 M IF I A L 28 2 KN ) A 2 i 4R
AN M &R A, 5 E R o RIR A A AR R AT
Western blot #6045 & A 28 3 9 Ik i 35 i b E
Frea ok | HL 5 B 2 IR AT 4k B 5 %0 AR 4 15 =t 1A
1hJi 4 CHEE cleaved caspase-3, p38. p-p38. NF-
kB.p-NF-«B } B-actin #f 5 Pk — Ui &%, Ik H i 5 3
MRt AL P — Bt 1 b JF A B B BAR AN R Ak 2
KIE(ECL) I B e 153 B 8 (1 44 # IR 1 4% I K
{8 1T 5 cleaved caspase-3/B-actin, p-p38/p38. p-
NF-kB/NF-kB 7K .
1.3 %itam

K SPSS21. 0 et 4 s ARAE I il 47 521t 41
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M SEE B Y i B R HE EAER RS IES
R LSD ¥ 8, L P <<0.05 HERH G2

2 % B
2.1 E2 3 CTH # % HUVECs #& 7 E1%85 %

CTH 435 15.30.45.60 min, CTH 41 A,
(B 257 B A T X BB 4 (P <<0. 05) . E2 4110 A, fHY
Bl & m T CTH 4 (P<<0.05), W3 1,

*1 348 HUVECs i&H Ay BB (n=5,x+5)
2H 5 15 min 30 min 45 min 60 min
SR 0.7140.09  0.8540.12  0.9740.11  1.1940.18
CTH#  0.4440.06" 0.5940.05" 0.7140.07" 0.8240. 10"
E24 0.6540.05" 0.7140.07" 0.864:0.10" 1.0420.14"
F 21.232 18. 849 11. 382 9.384
P <<0. 001 <<0. 001 <<0. 001 <<0.001

" P<C0.05, 5 Xt PR ks P<<0.05.5 CTH 4l b4,

2.2 E2 3 CTH # % HUVECs ¥ ¥ 5 B 5 A= &1L
B RL B W %R

CTH 4 ¥ J5 60 min, CTH ZH 20 1 3% 3% 3 v 1L-
18.1L-6 . TNF-a, MDA 7K ¥ B & & F %f i 41, SOD
T B AR T BRZH (P <<0. 05) ; E2 2H 40 M 15 35 & vh
1L-18,1L-6 , TNF-a . MDA /KF¥ B 8K F CTH 4.
SOD KB & F CTH 41(P<<0.05), L3 2.

x2 348 HUVECs $#3 £ IL-18.IL-6 \TNF-a MDA & SOD K E LB (n=5,7 )
21 5 1L-1B(ng/mg) 1L-6 (pg/mg) TNF-a(ng/mg) MDA (nmol/mg) SOD(mU/mg)
Xf R 2 0.93+0.11 93.11+13. 24 1.4240.22 0.65+0.09 16.68+3.25
CTH 4 2.5140. 34" 303. 48441, 59° 4.5840. 71 1.8840. 24" 8.3741.09°
E2 41 1.4640. 16" 168.52+22.59" 2.55+0. 31" 0.94+0.13" 13.0142. 26"
F 54. 823 71. 382 63. 852 45. 823 2.784
P <<0. 001 <<0. 001 <<0. 001 <<0. 001 <<0. 001

" P<<0.05, xR R P<<0.05,5 CTH 4 k&,

2.3 E2x CTH # % HUVECs P @0 A =3 &
EAC]

CTH ¥ 5 60 min, CTH £H (1) 40 i 98 7 2 K2 21
i cleaved caspase-3 ik K g & F B 4
(P<0. 05); E2 4 A 40 M I8 12 3 X 40 il " cleaved
caspase-3 FikKF B AKX T CTH 41 (P <<0. 05),
UL T,

2.4 E2 3 CTH # % HUVECs ¥ p38/NF-«B i# %
MEN R

CTH 24 ¥ J5 60 min, CTH 40+ p-p38. p-
NF-kB 5 7K 357 B & i F X% BT (P <<0. 05) s E2 4
A p-p38.p-NF-«kB Fik /K A%+ CTH 4
(P<<0.05), LA 2,

2.5 p38 @A E2 % & CTH #% % HUVECs

p38/NF-kB il 5 7 49 % v

CTH 435 60 min, DMSO-+CTH 41 4 it p-
p38.p-NF-«B ik 7KV ¥ T DMSO 41 (P<C0.05) 5
DMSO-+E2 ZH 41 g f p-p38.p-NF-«xB % ik /K- 15 B
BAETF DMSO+CTH 44 (P <C0. 05);P79350+E2 41
9 L b p-p38, p-NF-«B £ ik /K F ¥ B & & T
DMSO+E2 4 (P <0. 05), WLI& 3,
2.6 p38 $LF A A E2 % & CTH #% % HUVECs #
K B AR % v

CTH 43 5 15.30,45.60 min, DMSO + CTH
A Ao HI BAK T DMSO 4 (P <<0. 05), DM-
SO+E2 ey A, ¥ E S F DMSO+ CTH 4
(P <0.05),P79350 + E2 41y A, ¥ BT
DMSO+E2 41 (P<C0.05), L% 3.
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AT TUNEL e 0 B 4 1 3 AL AR & 5 C: cleaved caspase-3 & [1 457 s D: cleaved caspase-3 ik 7J<:Fﬂffiﬁ.o : P<<0. 05, 5 %} I8
4 A" P<<0. 05,5 CTH 4 4z,

& 1 3 48 HUVECs BT ML 8

p—p38 — - —

—_
(42}
1

p3g| NS NS —
p-NF— i B |— e

=
o
L

1. 09
g0 84
Fo.61
{50.4-
NP | - — — E
B—actin"-‘ 0-

i HEB4E CTHLE  E248 B po: e CTHR E24R . HERLE CTH4A E24H

p~NF- x BRRIAKF
=
L

A:p38/NF-«B i@ A 5 B0 TR 1140 B: p-NF-«B 35 K AR B 5 C.p-p38 ik K FAEIRE ;" P<<0. 05, 5 xF B4 ;. P<<0. 05, 5
CTH 4 H .

& 2 3 ¢8 HUVECs H p38/NF-«B 18 B0 £ T A M tL &

pp38| o D — 1.0- c 1. 01
a :
p3g WS NN GEES e | . (. 5- % 0.61
% K
pNF-xB| o D — ;T:éo-e b OO
S 0.47 < 0. 44
NF-« B |- - - - O T
20,27 7021
B-actin ---- 0 0-
W S i i »&& i i S
A 0\@0%% o B %QX@'& @X«;&’ - %“Xc’“&\x\%@@?} Y o S \’~§> g&% o
o W) A9 N 9 N 9

A p38/NF-«B il A 56 2 (9 28 1 4545 s B p-p38 R IAKTFHAMR I 5 C. p-NF-«B 3k K F AR IE ;. P<C0. 05, 5 DMSO 4 L 8" P<C0. 05,
5 DMSO+CTH 4 Fe# ;. P<<0. 05,5 DMSO+E2 41 lb# .

3 4 $8 HUVECs ¥ p38/NF-«B BHiHXELOHILE

2.7 p38 #tF A E2 & CTH % HUVECs ¥ DMSO-+ E2 #H 40 Jifl % 5% 3 vh 1L-1B. IL-6, TNF-a,
K IE BB Ao BAC B 6 R MDA /K31 B & AKX F DMSO -+ CTH 4, SOD /K

CTH 435 60 min, DMSO+CTH 4z Ml &T DMSO+CTH 41 (P <C0. 05);P79350 + E2
Herf IL-1B.1L-6 . TNF-o .\ MDA /K-8 B 55 T DM~ 440 1% 37 3 b 1L-18.1L-6 . TNF-a, MDA 7K - 4 B
SO 4, SOD 7K ¥ 8] 8K F DMSO 4 (P <<0. 05); T DMSO+E2 41,SOD /K 8 ik F DMSO+
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E2 4H(P<C0.05), W3 4, DMSO #H (P <C0. 05); DMSO+E2 20 41 i i 1- %
2.8 p38 @A E2 % & CTH # % HUVECs ¥ K4l Ml cleaved caspase-3 % ik K 3 B B K T
o L T E W ¥ ok DMSO+CTH 4 (P <C0. 05); P79350+ E2 £H 4 44 iy

CTH A5 60 min, DMSO+CTH HEgife g TR LAMME T cleaved caspase-3 235 7K1 HH i &5
TR AL cleaved caspase-3 ik K FHMHEFT  F DMSO+E2 44 (P<C0.05), ILIK 4,

x3 4 48 HUVECs i& 51 A,y BB (n=5,x£5)

2H 5 15 min 30 min 45 min 60 min
DMSO 41 0.6940. 08 0.8240.12 0.9340.10 1.1340.13
DMSO-+CTH 41 0.42+0.05" 0.5640. 05" 0.7040. 06" 0.79+0.08"
DMSO+E2 4 0.5840.04" 0.6840.07" 0.8340. 06" 0.9940.12"
P79350+E2 41 0.4040. 04° 0.594+0. 06° 0.7240.05° 0.8240. 06°
F 31.851 29. 823 16. 844 21. 855
P <<0. 001 <<0. 001 <<0. 001 <<0.001

“,P<<0.05,5 DMSO 4l 4 ;" . P<<0. 05,5 DMSO-+CTH 4 H#5 ;< P<<0. 05,5 DMSO-+E2 4 b4,

x4 4 48 HUVECs B3 & & 1L-18.1L-6 \TNF-a . MDA & SOD 7k FE Lk & (n=5,2 %)

21 51 1L-18(ng/mg) 1L-6 (pg/mg) TNF-a(ng/mg) MDA (nmol/mg) SOD(mU/mg)
DMSO 41 1.0240.13 96.71£11. 95 1.3540. 24 0.6240.10 17.1443.41
DMSO+CTH 41 2.7740.31° 319. 24446, 24° 4.7140.69° 1.9540. 21° 8.62+1.02"
DMSO+E2 4 1.59+0. 14" 149, 54421, 73" 2.7140. 35" 1.03+0.12" 12.8342.15"
P79350+E2 4 2.5140. 28° 284.59+33.57¢ 4.4540.52° 1.8340. 14°¢ 9.9441.21°
F 64. 852 81.832 77. 384 72.832 29. 585

P <<0. 001 <<0. 001 <<0.001 <<0.001 <<0.001

“,P<C0.05,5 DMSO 4 L4 P<<0. 05,5 DMSO+CTH 41 H# ;¢ P<<0. 05, 5 DMSO+E2 4 L #% .

40~ a
1 .
1 1
DMSOZH DMSO+CTHZE ﬁ 207 b
L I
B 104
o= T T T
> > i i
Q\“%Q ‘_OQXG\\Q\ \{DQX?:L 60)&}
" B N O Q'\Q)?’
DMSO+E24H P79350+E24H
B+ 1. 5+
®
X
cleaved caspase=3| " SR O —— H$1 0- —?— c
0 I
B—actin-- =3 - §05
) 4
o I b
NS S Q> o -
T o (@ E:
O N9 ©
Q 8 0 T T T T
C D
0\‘\%01& QXG“\‘Lg %Qx?ﬂ"{;% ‘JQX?}L&
Q\g\‘é QW Q,\Q,"b

AP TSA TUNEL 44 (0 ; B 40 i 98 T R AR B C: ceaved caspase-3 A8 H 4577 ; D: cleaved caspase-3 F ik K FA IR ;. P<<0.05, 5
DMSO 4t #5 ;" . P<<0. 05, 5 DMSO-+CTH 4 H % ;¢ . P<<0. 05, 5 DMSO-+E2 41 Hh 4 .
B 4 4 48 HUVECs AT H Ltk &
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YLEE 12— P40 A N 5 DNA B AHSE &8 K
B/ MR E A ARG EL N R FAEA ST
FERCHE A A0 AD I 7= A 40 I k. G SR AR 2 0K
i A 56 BT 5 3 S 40 i A0 4 2R R 7R A S 8 R
R G AR DE L A0 AR 56 19 4 T HL R K B 36 T B R
A TEMTRE &R 0 AR b A N R 40
P05 5 97 155 o £ B 4 By 22 A JUE 2% T RE 840 AT G, A it
AHMEH R 0 40 T R A AT RE R e B E R R P 5] R
PR B 05 0 e B DR R L A 22 T A i A A i g oK
T 2 FE P S ) b 2 R B 200 pg/mL CTH Ab 3R
1 h il 207 S04 N B 40 i ke A

AT R A 0.1 mmol/L E2 #ikt 3 HUVECs,
200 pg/ml CTH 4L 15,30,45,60 min J5 40 i (4
Ay, 1E B AL, 5 BEA BT T CTH 55 4 52 40 il
B SR g Ry A1 e E & 1 B v AE R
7 SRR S I S A R T ) o B TS R S 2 A
T REFREA | PN B A0 M43 5 B M DG B I D L AR
E4E CTH S HUVECs 5 5 155 28 v oA ) £1) 8% 5% 3
W4 E R TL-1B8, 11L-6, TNF-a K %8 1k 1 3 7= 9
MDA 7K ¥ 7t i P Ak i SOD 7K P BEAI, 7] B 48
MEH TR AP T2 A cleaved caspase-3 FRikK
ST R A e Aok B e R S AR Ak I R
o7 B 0 PR T RS R A AL DA o SR, AR
WHITK gk 278 CTH %S HUVECs 5 475 #5581 b L %8
E SIS AR Ak o7 38 S Iy B 4 A R T R WD s F 5T A SR
(4 43 F LI K B i T B

E2 2 HA O i PR 4E R 7E 2 R oR
HLPH 2 51 P R A0 B 405 0 A5 A v e R AR L
P B2 200 it 9 FHUER S T 1 A RE i N L 4 Ak I I R I K
AT B R A CTH B S
HUVECs it #17 E2 Wikb ¥, E2 i 4b B 5 45 T
CTH 15,30.,45,60 min B 40 169 A, {835 B 2 4%
hn,E 8 E2 %f CTH %5 HUVECs #i f4i B A7 ok 3% /5
F o 3E— 2500 W RAE R S8 Ak R 38 S L B 4 e 1
AL E2 WA B R CTH % S HUVECs i 4 #5 5 vh
IL-1B8.1L-6 ., TNF-a, MDA 1 4 5, J# 7= % 2 cleaved
caspase-3 5 K F AR, SOD KT i, £ E2
TEE CTH % HUVECs 45 &K 18 T Hi R i A
{6 PR TR 5 BEAE B 9T th oA 56 B2 A4 W f ik
AR — & M S AR E S MK R E2 W
CTH %5 HUVECs #i45 E W & .

A [ P S ST P A S B 45 L CTH
7% HUVECs #4565 #0% NF-«B Ml p38 i A K.,
p38 J& T 22 24 3% A 2 B (MAPK) K% & A
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Ak J5 Az BUA T P p-p38, 5 & RE I 51 T liF NF-
kB B AEBEIR AL IT S 5 RAE R A AN IR I K 24 it
FT-pEeEt . B 25 RS, E2 A9 0 K 4
4P 7 i 59 p38 B NF-«B (B iR 1k A 06010,
AWFFEAE CTH %55 HUVECs #5145 1y #5551 v 46 ) 5]
p-p38 K& p-NF-kB ) ik /K F- 4 I, 45/ NF-«B Fil
P38 BG4 5 E2 WAL FE S, p-p38 & p-NF-«B iy
FIRIKFFEAR . KW E2 78 CTH %% HUVECs #i 4
BERY Il NF-«B 1 p38 B 3IG . 1F— 2538 o i 1
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