=K A HEEE T miR-327 2 #F 6k & X fix 30 0 & A B 20 B T & R E
A A

A, FAT, RER (L S mEh O EE A =R, W 5EIDE 4630005 2. S BEAEBEAS R B B ML, TR
% 453000)

WEHH KA ZEFTHTHALEG M T A K@ (BMEC) R4 6 Ha & o TFMH., Fik Kb h
BMECs, ¥ o AT 8B BAE K. P . SHEZETFTHFA . HHA T HZEFTHF +miR-NC, F# &% K FHF + miR-327;
P AR Rk b &k (MTT) #4028 J & 77 50 X 28 i R AR ) 4w A8 B = 5 & & J 9P 328 ( western blot) 3460 & & & A ;9%
) & A m BMECs 845 47 &40, L1 SLBR BL A B (LDH) | % =& (MDA ) | #2 A AL 4 S AL B (SOD ) Fo 45 k. H- Bk it B AL 4 B
(GSH-Px) ; B B %, 5% R W % B (ELISA) 0l & @t JL A~ £-6 (1L-6) . & 2 fa A~ % -18(IL-18) F= A 5 37 56 B F-a ( TNF-a) ;
A} 3% & 2 % PCR(RT-qPCR) 4 miR-327 49 A A K-F, BR LarmBairkit st 242 9 h ) 12 h & ,BMECs 4%
FERFEEK(P<0.05), Satmmnrt, A A mEA - FREIFH,Bl2 REKFRZFEMK,Bax KB KFRFIG
(P<0.05); 5 mAnk K. F . SATZEFTHAMEN T EH R EHAK, B2 LiAKP A&, Bax KA R F KA,
AZHZRME(P<0.05), HSarm@amAgrt,#4 LDH MDA IL-6IL-18 #= TNF-a % i K -F 2 ¥4+ & ,SOD #= GSH-
Px 2k KFREBAK(P<0.05); 5B MAR 4K, F . FH T % K FH 28 LDH MDA 1L-6 1L-18 = TNF-a & ik K F
2 FHAL,S0D #= GSH-Px LA R-F R F I3, L2/ FR B M (P <0.05), Haf@atgr, A4 miR-327 &k KT
BEAHAG(P<0.05); 5BV A, K. T . HHNETHRKFTF A miR327T REKFRFBK, LEZHNZTI/KRHH
(P<0.05) it ik miR-327 ## 7 H EFH 4 A4 BMECs AT X ER B H R, i HEFTHTHALT
8 miR-327 & ik 2% #% 5k A 3k BMECs 8 = & K42 5K 00 %

KRG ;35 K F 3 miR-327 5 8 5 SRR B
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Astragaloside IV Alleviates the Effects of Hypoxia on Brain Microvascular Endothelial Cells Apoptosis and
Inflammation by Down-Regulating miR-327

LIU Dan' , YU Guang—zhouz, SONG Jing-guil’k (1. Department of Neurology, Zhumadian Central Hospital, Zhumadian
463000, China; 2. Department of Neurology, the Second Affiliated Hospital of Xinxiang Medical College, Xinxiang 453000, China)

ABSTRACT: OBJECTIVE To explore the effect of astragaloside [V on the damage of brain microvascular endothelial cells
(BMECs) treated with hypoxia and its molecular mechanism. METHODS BMECs were cultured in vitro and divided into control
group, model group, low, medium and high dose astragaloside IV groups, high dose asiragaloside IV + miR-NC group, and high
dose astragaloside IV + miR-327 group. The tetramethylazozolate colorimetric method ( MTT) was used to detect cell activity. Flow
cytometry was used to detect cell apoptosis. Western blot was used to detect protein expression. The kits detected damage markers of
BMECs, including lactate dehydrogenase (LDH) , malondialdehyde ( MDA) , superoxide dismutase (SOD) and glutathione peroxi-
dase (GSH-PX). ELISA was used to evaluate the levels of interleukin-6 (IL-6) , interleukin-18(IL-18) and tumor necrosis factor-
o (TNF-a). Real-time fluorescence quantitative PCR ( RT-qPCR) was used to detect the expression of circDONSON. RESULTS

Compared with the control group, the survival rate of BMECs decreased significantly at 9 h and 12 h after hypoxia treatment( P <
0.05). Compared with the control group, the apoptosis rate of the model group was significantly increased, Becl-2 expression level
was significantly decreased, and Bax expression level was significantly increased (P <0.05). Compared with the model group, the
apoplosis rates of the low, medium and high dose astragaloside IV groups were significantly reduced, the expression level of Bcl-2
was increased, and the expression level of Bax was decreased in a dose-dependent manner( P <0.05). Compared with the control

group, LDH, MDA, IL-6, IL-18 and TNF-«a expression levels in the model group were significantly increased, while SOD and GSH-
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PEF 'S XY, 2o, UL 0E B AREEIE ORI A EWUER RS O, BN, MR S RS I R
IR Tel: (0396)2726128
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PX expression levels were significantly decreased (P <0.05). Compared with the model group, the expression levels of LDH,

MDA, IL-6, IL-18 and TNF-« in the low, medium and high dose astragaloside IV groups were significantly decreased, and the ex-

pression levels of SOD and GSH-PX were significantly increased in a dose-dependent manner( P <0. 05). Compared with the control

group, miR-327 expression level in the model group was significantly increased (P <0.05). Compared with the model group, the

expression level of miR-327 in the low, medium and high dose astragaloside IV groups was significantly reduced dose-dependently

(P <0.05). The overexpression of miR-327 reversed the effects of astragaloside IV on the apoptosis and inflammatory response of

hypoxia treated BMECs. CONCLUSION Astragaloside IV may alleviate the effects of hypoxia on BMECs apoptosis and inflamma-

tion by down-regulating the expression of miR-327.

KEY WORDS:; astragaloside [V ; miR-327; apoptosis; inflammation

e LA 2 v i i DL I I A, B R
A A PR ELGE S8 T A A A R, HR e
AR BT i 4595 2 et A i A e
A g BILAE PR, , JC AR ML S , o I RE 2
95 R PP RE ZORL A U SR RO SAE VA, F
ZCFEANMA IS T2 IR AR S 5 2 Fh
PR A , I RE 6 I8 22 40 JE 48 5 oA U TR I
B R A I I A S B L
J WUMRAR 097 , T 25 s WU B A B A 4
HR R 2 A M 2 SRR SBA B e PR IS P 1 B
RO, B AE I Bl 1 v B SR B
o PG H R B R R SR U — Bl oA Ry, A 9T
KPR PO TSR B AR
e L PR T 0 R B A 22 DI BE AR 51473 , Dl 2 A5 A
R 2T TS S FR AR A S VR 4 4 A
R [N G e b ke S/ SRR A S0 R UM ol L 6 7Y
B 20 R 24 L A 47 LB P A
BORIAE PLEIP A . /s RNA (miRNA) 2
— RPN 18 ~25 bp (R4S RNA, HZ Lt
MR RRHSE 4 18) o AL S v KU P85 A I 7
IFTE 3 , miR-327 7 fif R 1007 9 3 399 1] 32 34 1
P ORI BT R X B SR S 1 R A
21 (BMECs ) 454173 15 S HCHL = 755 miR-327
ARMARTEEIH . P, A S5 5 AT 3 e
HO 7 A 5 miR-327 SRR A7 5 19 BMECs
it

1 #R5H%
1.1 A
AW LI B Ae P2 5L S HEUE, FH R T390 %
SHYANE . TEPE C57TBL/6 /NER (8 ~10 J&,20 ~25
g) W H SLRC 5% (1 [E L) . KR BMECs %
18 Diglio FEHL' ", J5UAC BMECs 85 952 76 & 10% Ji 24
134 (FBS) 75 g - mL™" Py 52 41 g A= 4 b 78 550 A
0.5 mg - mL™'IFZ % DMEM 5353, 24 BMECs
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AR 90% BHEAR, AIMLAE 37 C 5% CO, 8537
Fa P RAE
1.2 &7

W (LB =98% ) (1 50 A WA Rk
A BRAF) ; DMEM K 57 3 i 4= 13 ( 35 & Hy-
clone A 7)) s MTT {55 & ( L bt A9 TRA
PR 2> 7] ) 5 Annexin V-FITC/PT § T £ W 3 71 &
(At E AR AR A A) s RIPA SR
R . —2F 1] T BR ( bicinchoninic acid, BCA ) iz 7|
& LiEUHEAY R A R ) s LDH, SOD |
MDA (GSH - Px i il i 7 & ( ma 5t gk A= 4 T2
WEE ) s ELISA R 7] & (db 3t R AEWF AR A
A ) 5 Trizol 51 | 5 3% s 1350 & L 29 't 1 1250 &
( HAS Takara /27 ) ;miR-NC ,miR-327 ( I #3535
il 25 B AR A PR 7] ) ; Lipofectamine 2000 (| i 5
AR A RAF]) .
1.3 S HAAES A

S 3 AR KRS R 471 BMECs, 21 Jifl fF 480 7%
5% FEAT R IR PR SR 12 h G0 R A R R
YA & RUE R . 43 MR E S 10,20 .30 wmol -
L™ 1 AR AL 3 BMECs, 30 A% . H L & 5
HIEEP 4], ¥ miR-NC .miR-327 %4+ % BMECs
JG , FH 30 wmol - L' #HE FAF AR A AL HE i
FEEH EEH H + miR-NC 41 &7 = 2 A + miR-
327 2, U5 L34 B Lipofectamine2000 {271 £
gL ABei
1.4 mppies

BT R AT B A b B 3.6.9.12 h Y BMECs
(2 x BEZTFF 10°4) R0 T 96 LA (4551 100 pl) ,
Big% 24 h, A MTT %3 (BRFL 20 wl) , SR E
4 h, 7 B, A DMSO (4:4L 150 pl) |, % i PR35 7
B 5 min, FEFR{UCKN 490 nm 4b IR EEE (OD ) ,
R 20 v 1
1.5 Annexin V #3940 f 8 T

F5 B8 Annexin V-FITC/ P {71 £ 156 BF A ) 4% 21
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BMECs TR, 45 45 41 40 il 3 A PBS 29k 2 1K,
EA R W EENT , A Annexin V-FITC | fifk 7 e
(PI) 4 5 pL,37 CHEF 15 min J5, F 4 M0k
DAL PH T

1.6 & & it 87 7F (Western blot) 754 | & & %k &

PRI 20 40 i S H 1, ) BCA 3050 &k A7
W, FHEA FAES 60 g, #E1T SDS-PAGE J5 #%
%2 PVDF I, ] 5% JBNE 4 W5 % i 35 A, 4K 0
A—HL4CHEF LK, PBS PEi% 3 I, A 4=
M 2 h, PBS PV 3 WK, R P IRC W, 25,
FH Quantity One FFR I 4% 20 2 1 4547 K BE 4, LA
H ) % 47 F1 GAPDH 2547 1 LU (B 1 b B R 3k
K-

1.7 LDH MDA SOD #1 GSH-Px & il

LS 2 6 B0 K B 1Y) BMECs 250 96 LAk,
PR T 1 x10° 4> 4541 100 pL, 75 24
h J5 S 1. 37 TR ik ikt 14040 . R i e
(10,20 30 pmol « L™") FMILAEALFE 12 h, 8 4%
2 B¥EWR, B3E W LDH MDA SOD Fl GSH-Px 1)
KV HE R B D B R A T 2
1.8 Bk &% % B Mk 30 (ELISA) & I IL-6 \1L-183
F1 TNF-a #y 3 34

Fie B8 ELISA 5551 &5 U B A ) BMECs H 1L-6
IL-18 F1 TNF-« #3535 7K F- o
1.9 5B 7% % % & PCR(RT-qPCR)

FEHUK& 2 BMECs 4 5 RNA, 2% 5% i ¢DNA,
FER R A UL HEAT PCR, K2 452 miR-327 (17K F-,
miR-327 I ¥ 51 % ¥ %l: 5'-TGCGCCCTT-
GAGGGGCATG-3', F ¥i# 8] % ¥ 3. 5'-CAGTG-
CAGGGTCCGAGGTATT-3'; U6 |35 4 ¢ 91 5'-
CGCTTCGGCAGCACATATAC-3', F izl 4151 :5'-
AAATATGGAACGCTTCACGA-3"; B4 bl T A=
Yy TREA A6 o
1.10 it s

K HI SPSS21. 0 Geit2# 8o ik , 11 Bkt
Ph(x ) Fm H¥RA IS 040, B4L] iR A
ST REAS ¢ K250, 2241 A] F AR F AR R 7 2240 #
PLP<0.05 2 HAGEE L.

2 5 R
2.1 HE A BMECs 7 ) th %

45 Control ZIH L, Fifi % R S AL BRI [1] (19 33 i,
BMECs f#{f R R, HAEBAALH 9 h 55 12 h 4,
FAERIBEFEIR(P <0.05) (£ 1),
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F1 B F T BB K 48 B (BMECs ) 7 78 £ 09 %l
n=9,x s
Tab.1 Effects of hypoxia on the survival rate of brain micro-

vascular endothelial cells (BMECs). n=9,x £s

Groups Survival rate/%
Control 100. 00 +4. 18
3h 96.29 £3.73
6 h 89.16 +2. 61
9h 79.45 £2.21Y
12h 67.17 £1.36")
r 19.713
P 0. 000

SN A, D P <0. 05

Note: )P <0.05, compared with the control group

2.2 FEEFH AL E BMECs BT 1 % W

5 Control 414, Model 20 41 Jfd 8 T 3% &, 2% F}-
15, Bel 2 IR i F REAIR, Bax ik KF i 2 7t
B (P <0.05) ;5 Model 214 H.,10.20.30 pwmol -
L™ SR H R 2 40 08 T2 3R 34 2 3 I, Bel-2 %3k
I TH i, Bax 3k K P BEAIG, H 550 480
(P<0.05) ([ 1,32),

2.3 % Wb 4 # BMECs & LDH MDA .
SOD ,GSH-Px IL-6 \IL-183 #1 TNF- B & "

5 Control 20 #H I, Model 24 LDH , MDA . IL-6 .
IL-18 Fll TNF-a 357K 2.2 T}, SOD #1 GSH-Px
IR B EFEAL(P <0.05) 5 5 Model ZHAH I,
10,2030 pmol - L™"# 1 41 LDH MDA |IL-6 |
IL-18 il TNF-o #3K7KF- i 2 %I, SOD i1 GSH-Px
TR BETRE(P<0.05) (K3) .

2.4 HE W FE AL E BMECs # miR-327 B
B

55 Control 2H4H Lt , Model 2 miR-327 &3k /K
BEFAE (P <0.05); 5 Model 41 4H I, 10.20.
30 wmol « L™ # R4 miR-327 Fih/K V2% 1%
fik (P<0.05)(54),

2.5 itkik miR-327 # 4 7 & K F I XA A HE
BMECs & 1= By % "

5530 pmol « L™" + miR-NC ZHAH [t.,30 wmol +
L™ + miR-327 4% miR-327 &1k /K 5 F1 40 g U 7=
W FETE, Bel2 FRIkAKF- B FREAL, Bax FKikK
VB E TR (P <0.05) (E2,%5),

2.6 tkik miR-327 345 7 # K F A s A AL HE
BMECs # LDH MDA  SOD  GSH-Px IL-6 IL-13 #n
TNF-« t % ]

530 wmol « L™" + miR-NC 40 #H I£;,30 wmol -
L™' + miR-327 4] LDH MDA .IL-6 IL-18 fil TNF-
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Control Model 10 pmol L
A 10 10* 10* e
10° 4 10° 10° -
= 0 = 1024 = 10 &
10' 1 ’ 10" 10" ﬁ
3 e i 3
10° = 10° - . 10° N
10° 10' 10? 10° 104 10° 10' 10? 10° 104 10° 10' 10° 10° 10*
Annexin V-FITC Annexin V-FITC Annexin V-FITC
20 pmol.L! 30 pmol.L!
10¢ 104 5, N %
s Y
> s &S $
& F ¥ ¥ W
10° 10° | B¢ 9T PP
‘ B2 MR N
= 10 i 107
e = By - - —
10' 4 ; 10' 1 '
100 10°

10' 10 10°
Annexin V-FITC

1 # & ¥ a4 4 % BMECs B Tt %oy
A - QIR B - AL TG B A ek

10* 10'

10*

10° 104

Annexin V-FITC

Fig. 1 Effects of astragaloside IV on apoptosis of BMECs treated with hypoxia

A - cell apoptosis; B — expression of apoptosis-related proteins

K2 BERFHFARALTE BMECs BT W H. n=9,x+s
Tab.2 Effects of astragaloside IV on apoptosis of BMECs trea-

ted with hypoxia. n=9,x +s

Groups Apoptlosis rate/% Bel-2 Bax
Control 3.66 £0.33 0.85 0. 06 0.19 £0. 01
Model 38.89 £2.471 0.25+0.01"  0.79 £0.03"
10 wmol - L-! 29.53 £2.16%) 0.39 £0.022  0.66 +0.03%)
20 pmol « L~} 19.26 = 1.942) 0.58 £0.042)  0.51 £0.04%)
30 pmol « L~} 5.46 0. 64%) 0.78 £0.05%  0.28 0. 03%)
F 76.769 40. 346 69. 857
P 0. 000 0. 000 0. 000

T XA, VP <0.05; SR, > P <0. 05
Note: V)P <0.05, compared with the control group; 2)P <0.05, compared with

the model group

kK B E T, SOD Al GSH-Px ik /K F g 3
FEAI(P <0.05) (£ 6),

3 i i

BMECs & J2 H 3% 2 F1 5 22 AR 1Y) 20 i 2 %
f 2, I BEZ Ak W B AI LRI s e
BMECs Y i [ ig 7T 5 | & i 20 2345 495 , 451 4n o X )
PP R £ R 22 SR A 1A 58 , 3 43 4 3 ok e 15t
[l % fn il BMECs Iy B B i7" . 2L e B L 1
(LDH) J"JZ 4341 TP 28 70 R0 0 240 it v, M P 5 4t
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&, FE NN S A5 B, LDH RS ik, DA T 4
IMFLERRIARE™ L Y R (MDA ) J& 2 1 F IS s
PR G ik A i 32 277 ), i R A et 28 A B K
S ALY AL (SOD) A4S Bt H K A Ak
VI ( GSH-Px) 2 30 B9 RARBU A AL, v] 38 1o 75 B
S e PR 3 2 2EOR AR AE W R APE T, SOD Al GSH-Px
T 1 15 0 R T % g B R I T A K 1 AR TR N B
#5122 1L-6 IL-18 il TNF-ac 25 [R5 75 fin 2 i 7
HH B A AR N TR AR . e
SOD i1 \LDH 1 MDA 7K F-22f# LPS 7551y MLE-
12 20 g5 497 , 4% X Sk P I 38 25 B A R T
VERI™ BB W AL B AR T A0 AT R
SOD ,CAT il GSH-Px i 1, &Ik T MDA /K - F1
TR G T H,0, S H/Ng R g .
5 EiRPUR AR — 30, AW 5T K B0 5 DUR &
WA T AR B A T2 ) BMECs 8 T F1 9 E S0,
1B 3B Bax . LDH , MDA | 1L-6 . 1L-18 FIl TNF-a 7K
-, B F R Bel-2 ,SOD #il GSH-Px /K3, 5 3 fESy
BTt Al — 35, X FBH , B 1 H H n] IR i A0 r 80y
BMECs #i 153, B B APt Pra b, bu i - 5%
YEH -

AR, Z U T UE S B R T A R 3 miR
FEIRGRA TP AN 5. 08 EE F A i miR-210
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R3 HEHHIo AL FE BMECs # LDH MDA SOD GSH-Px IL-6 \IL-18 7 TNF-o« £ X &, n=9,x s
Tab. 3 Effects of astragaloside IV on expressions of LDH, MDA, SOD, GSH-Px, IL-6, IL-18 and TNF-« in hypoxic-treated BMECs.
n=9,x+s
. concentration LDH ~ concentration MDA concentration SOD  concentration GSH-Px p(IL-6) p(IL-1B) p(TNF-a)
Grous /U-g-! /nmol + mg ! /U - mg~! /U - mg~! /pg + mL~! /pg + mL~! /pg + mL~!
Control 87.85 £4.22 0.55 £0.03 52,66 £2.96 112.74 £4.74 31.83 £2.53 49.37 +2.86 96.41 £3.75
Model 289.72 +12. 379 1.79 +0.07" 19.27 +1.30") 58.11+1.81D 127.75 6,341 145.36 +6.81") 223.12+8.97V
10 pmol - L=' 265.17 +8.26% 1.52 £0.05% 25.65 +1.58%) 68. 86 +2.23%) 109. 46 +3. 66 121. 81 £3.75 186. 87 +7.45%)
20 wmol « L=1 205.46 +6.98) 1.13 £0. 06 39.12 £2.18% 85.35 +2.84%) 86.35 +3.71%) 98. 15 4.37% 153.56 +4. 677
30 pmol - L=1 103.37 +6. 122 0.69 0. 052 45.51 £2.73% 97.31 £3.50% 52.73 £2.39%) 62.96 +2.76% 113.31 +4.612)
F 161. 493 102. 797 37.877 46. 653 98.077 83.454 70. 076
P 0.000 0. 000 0. 000 0. 000 0. 000 0. 000 0. 000

TG BEAA L, D P <0. 05 SR MIEL, 2 P <0. 05

Note: VP <0.05, compared with the control group; 2)P <0. 05, compared with the model group

x4 HEHFABEELTE BMECs ¥ miR-327 th % vh.

9,x s

Tab. 4 Effects of astragaloside [V on miR-327 in hypoxic-trea-
ted BMECs. n=9,x £

Groups miR-327
Control 1.01 0. 06
Model 3.18 £0. 16"
10 wmol - L~! 2.63 0. 112
20 wmol « L1 1.97 £0. 12%)
30 wmol « 7! 1.31 £0.092)
F 65.776

P 0. 000

T X IRALAEL, D P <0. 055 S BRI E,») P <0.05
Note: VP <0.05, compared with the control group; 2)P <0.05, compared with

the model group

30 pumol L1+miR-NC A 30 pumol L' +miR-327
10* 10
10 10°
=107 =10

10° 10 10* 10° 10* 10° 10! 10? 10° 10*
Annexin V-FITC Annexin V-FITC

B 30 pmol-L'+ 30 pumol.L'+

miR-NC ~ miR-NC-327
Bol2 | W —
Bax | S S
GATDH | -
B2 ifkak miR-327 # 4 7 # K ¥ 4 38 A 4 3 BMECs
AW

A2 TR A s B-AH I T A G AR Rk
Fig.2 Overexpression of miR-327 reversed the effect of astra-
galoside [V on the apoptosis of hypoxic-treated BMECs

A - cell apoptosis; B — expression of apoptosis-related proteins

22k 2021 45 10 J1 55 56 4555 19 ]

&S abksk miR-327 # 4% T 3 K P H X5k A AL B BMECs
BT, n=9,x s
Tab.5 Overexpression of miR-327 reversed the effect of astra-

galoside IV on the apoptosis of hypoxic-treated BMECs. n =9,

x

Groups miR-327  Apoptosis rate/%  Bel-2 Bax
30 pmol + L=! +miR-NC 1.02+0.05 6.7320.42 0.78 £0.04 0.29 0.0l
30 wmol + L~' +miR-327 2.49 +0. 121 27.16 £1.76")  0.46 +0.03") 0.58 +0. 02"
t 11.678 11.322 6.548 15.092
P 0. 000 0. 000 0.003 0. 000
#1530 wmol + L'+ miR-NC 41 [v4%, D P <0. 05
Note: )P <0. 05, compared with the 30 wmol » L. ~! + miR-NC group
WS HIF/VEGF/Notch {5518 % 2 45 /N A2 T AR

AR S 40 1 58 F0 5450 T8 A, LA % fifk dfe I 42 i 452
§52 o HETE A A 0 ) miR-124 3 3k Ok kiR
BrAE S PC-12 4B . B i
T8 miR-23a fl miR-92a & 1k 25 fif ik 480175 S )k
RO LA f 330057 o AR 9T R B, A R 4 o
miR-327 7K 0 3 -, T B Y AR B AT R
FEAIR miR-327 7K, 487 5 1 Y ] fe 3l o R 45
miR-327 &R AE B I P I A rp b B TR PR
b TR, t4h, EJH miR-327 ik 8
ARV PR X 00 O T R AE R ) R
XE—A 3, A miR-327 0] fE 2 W AE
S B A R R PR BT BT P T S E
MR EEERRE,

gi b, e o] BBl A T A miR-327 Rk %k
ff B R ITE Y BMECs I T-FIRAE S, X E & T H
Zifb 55 miR Z B R A BT T s
P 2 v 4 545 5 BRI R A R R IR T B
I AR R LR AR AR
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*x6

%3k miR-327 3 2 7 % 1 ¥ 3 x5 %40 3 BMECs o LDH MDA SOD GSH-Px IL-6 IL-18 #1 TNF-a # % 7. n=9,% +s
Tab. 6 Overexpression of miR-327 reversed the effects of astragaloside IV on LDH, MDA, SOD, GSH-Px, IL-6, IL-18 and TNF-«
in hypoxic-treated BMECs. n=9,x 5

. concentration concentration concentration concentration p(IL-6) p(IL-1B8) p(TNF-a)
Grow LDH/U - g~! MDA/nmol - mg ~! SOD/U « mg ™! GSH-Px/U + mg ™! /pg + mL~! /pg + mL~! /pg + mL~!
30 wmol « L =" +miR-NC 108. 68 +4. 64 0.73 +0.04 48.25+1.22 95.39 +2.34 45.29 +2.10 55.89 +3.11 113.78 +4.25
30 wmol - L= +miR-327 245.58 +8. 421 1.39 +0.05" 33.11 £0.69" 74.25 £1.079 97.12 £3.85")  109.47 +4.50  175.23 5.26")
¢ 14.236 10.957 8.221 11.819 9.797 9.081
P 0. 000 0. 000 0. 001 0. 000 0. 001 0. 001

7:55 30 pmol + L=! +miR-NC 41 H4%, 1) P <0. 05

Note: P <0.05, compared with the 30 pmol + L.~! + miR-NC group
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