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Research progress on prevention and treatment of diabetic atherosclerosis by Chinese

materia medica based on NF-kB signaling pathway
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Abstract: This paper systematically elaborates on the mechanism of nuclear factor-kB (NF-kB) signaling pathway in diabetic atherosclerosis

( DMAS ), and reviews the research progress of Chinese materia medica monomers and compound prescriptions in regulating the NF-«kB

signaling pathway for the treatment of DMAS. As a core signaling pathway regulating inflammatory responses, the abnormal activation of NF-

kB can promote the overexpression of inflammatory factors, adhesion molecules and chemokines, and then induce endothelial dysfunction,

lipid deposition in the vascular wall, atherosclerotic plaque formation, and abnormal proliferation and migration of vascular smooth muscle

cells, all of which accelerate the progression of DMAS. A variety of Chinese materia medica monomers and compound prescriptions can play a

role in the treatment of DMAS by targeting the inhibition of NF-kB signaling pathway.
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R HE T DMAS 2R o5 BEATL A, LAz S8 35 475 1o s
OB FR AR A AR YT 22 5 3 LRI 25T
RES IR IF L0 S BRI PRI, iR 55 T 4 SRS
i E LR AL Tk . BN T kB(NF-kB) {5
3 R A R VR JEE B AU e, HL SR ORG
A e Bk RAE T B B 1 A AL I T Y R
ik, PETTF K N B2 D RERR AT | I A5 RE N T ITAR | Bl ik
PEHIE B4 V-1 WLAR I (VSMCs ) 57t 3 3 7 A1
P 55— 2B BELUIE , fe 2 DMAS YRR
1, A [ S 22308 B ] BE B R B DMAS FR55f SR
AR SCE A T AR v 2 AR 2 ST A NF-kB A5 5

i % B 16 DMAS #0582 € , LA DMAS 13657
FRAIHT Y S
1 NF-«B i@ Bt

NF-«B ZK % A1 & NF-xB1 (p105/p50) . NF-kB2
(p100/p52) \RelA (p65) . RelB Hl c-Rel 5 i &2, )
2 RIB T4 UM, 70 2 R JAE SN | Il A8 AR
B ARG A S R T A e AR T R R AR Y A
LA 52 RN, NF-x B 5 HAM ) 8 11 (1kB) 45 &, LA
ETE MRS AFAE T A ML BT b o 5 40 52 31 N Sh 35
S5 BN, NF-k B 3 % AT 3 3k 9 b S SR AR R
DL 1
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1 : TLRs A toll B 324, GPCRs 2 G 2 A EL 52 &, TCRs >4 T 4032 {4, BCRs A B 40 fifd 37 1A , TNFR-family 4 iR SR 56 R 152 (R 5% , TAK
AR K P F--B (TGF-B) LI I , PKC S 25 138 C, CARMA1 . BCL10 . MALT1 %y CBM & 4% , TRAF S i SR A8 52 A0 )G B 7, IKK oo,
TKKB JIKKy 4 T B 3 A9 =7 3, NTK 4 NF-«B 75 34086, p100 4 p52 FUFTACEE 11, P AR fLdric

B1 # AT «kB(NF-kB)id#% & @

22 MR A5 [ NF-kB1(p50) \RelA il c-Rel 5
PR T, A7 T MR N SEAE L G E N A Y B L 4y
P FNAEIE SRR R 5 T3 i 40 e
42 (IL) -1R . toll FEZ 44 (TLRs) . G 8 11 1Bk 37 {4
(GPCRs) T 41 fifs 52 14 (TCRs) F11 B 4 Jifd % {& (BCRs)
EPIEIZIM I . SZRBTE T IeB K (IKK) & 2E #
R AL, P20 T B B R AL I A& A 02 RACRE AR , e 2 T30
RelA/p50 — R ARL, i sh L EE RV S dR it

WA E P NF-kB2(p52) Fl RelB I i — B A
TS 5k B Y & AR R IO e g5 IV A 1
TG0 IR AR A B BT R R R T A2
& (TNFR) ¥ Z % , 1 4 CD40 il 2 7 % B %1k
(LTBR) .NF-kB L& 32 (A3 1% 71 (RANK) F1 B i [
21 J ) 38 IH T 32 AR (BAFFR) 48 . 2 iK% )5
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DMAS MJE 2 Z R R IL W 2 51 5 it #
DM & # 5 R HG g 57 X355 25 LA IR 55 9 FDIR
A R M TR AL AR = W) (AGEs) VR LA
B8 1 (ox-LDL) A Jiif 25 B i R (FFA) i K- 34
HEMTS | K& N B D RERE AT IR 40 P A VSMC R 7Y
BEHR AR SE B RS . NF-kB {5 538 i i Z i i2
PR IEAE R IR P K 4107 AR ZE AL A R 12
PERAEE A, NI DMAS & JEHERE
2.1 HG DM E#HB— 0 EREE HG, Him ot
ZAALHIE E DMAS (& . DRSS T, 52
PN Rz S5 s R L RS, A AT AS I R A,
Horp— & A (NO)E Ry PR IS R4 407, 4
P NF-kB B 2R IK , B AR 28 14 4H A - | 1 A8 i
A5 W) 5 S AR IR e 0 A R, & I AE T K
O 5 i Jz 1oy R I /N A 3R 4 A5 £ I A AR AR
FH S ABAE HG BREE R, 85 11T 8 o A% R 14 I il
PR 3Ll S Y 3 AGEs FUR ™ AGEs — J7 T 1)
il P9 iz Bl —E AL R A (eNOS) Rk, i — i 5
M TR S AR = W) Z AR (RAGE) 25515 & A AL I
W, LR E NF-kB B FFLETG 1L, S EUNO A 5 5 1L
BRPEH AR, 5l & N B2 98 0E F1 1) BE B A
AGEs 5 RAGE ()45 & 75 v] 38 8 34076 20 fL S5 5 %
U 22 B8 ) A A 1 O (ERK/MAPK) {55 5 i
PR AR AT B 4 (1 8 (UPR) AR08 % s I 1 1% AL 2
1 1(AP-1) FINF-kB FTE 7", AGEs-RAGE/NF-xB
B GE 2o IF RIS L RAGE A B 3&ik , 115
R AE S 1 SEU AR SRR A RE RS o I A P Bz A
13100, TR Bk i 4 b 8 /N8 2R 1 -1 (Caveolin-1) ) 3
Ik AN P R A (ECs ) XHIR 2 FE IR 8 1 (LDL) By #%
MO, s AS BEB B . 554k, HG 5%
L I 240 L (M) ek JBE 3 TL-1B L IL-6 I RE R AE R F-u
(TNF-o0) 5542 5 P 240 M 5, JF 38 i AGEs-RAGE/
NF-xB i, 2 iff Mo 17 £2 2 M1 BUAR AL, X — B4
Al et DMAS i &AL 2 — .
22 IR IR AN 2 BB FR 9 (T2DM) Y 3 224
E 2 AS W ZEHE S R R, o o i 5 2 T
P 9 0 F 7 B4 5k S A0 N SR T P R SRR A 2
ANIEAE, NEE DMAS M HERE . IE# AR TR RS
B 4 L 23 R 2L A BUR 5 3R OB AR AE AE 43 W 28
e TR 8 2R 38 A S P T UL 1 - 3 - S B 1 U B
(PI3K/Akt) {55 53 A2 1 eNOS 75 AL , 388 T NO B i

FFIA N 2R -1 (ET-1) B9 7™ A4, &3 58 &7 5K At
ASPERI™ o BLAh 1238 J 30 v] T I8 0 21 280 S -1
(HO-1) I 45 N J A I F (VEGE) FilIfIL A5 41 Af %6
Fi53F-1(VCAM-1) 2R354 830 il S AL RN
i S FE AR I . PIBK/AKL (5 Sl %A 2 5
P95 B 12 T 1 4 (GLUT4) B RSS2 1l H
KT TR I B B 25 A R, 1 i 42 1 s T 4
SURE 86 Ll 1 GLUT4 A il A S U 406, 4+
MRS

IRCRA T, PI3K/Akt I FE B0, 1 MAPK 18 [
Bl 3 B WG L ET-10 £F 9 B RS 1 R -
(PAIL-1) 4 A A1 53 F-1 (ICAM-1) Fll VCAM-1 Ay
FEIRHEIN, 51 K& M A W 4R b 5% | VSMCs 5 58 MRS |
FZ AL (MO )5 ECs 8 B8 in K 5 5 = Il £t
HEAS BEHUIE B> RIS, B B 40 A T B 5 2 0 B
SRR B AR H I =R (TG) AR S 38, K o Ui
BERT R (FFA) BB ML, JFE FEA S5 508 in A (A
TG A B, W FEA AR B AR & 1 (VLDL) 43, 3
0 TG IMAE | /)NTiT % 1% B2 BB 25 1 (sdLDL) 14 22 [
150 % B B 2R 11 (HDL) BE AR, 33X i IR A5 55 4
DMAS ) & A= A3 A R 560 . D38, &R IR I
NF-kB 1) p65 Fl p105 W3 8 EL#% 455 GLUT4 Ji 3
FIX, I S AN 2 U8 R R BOR D T K
HG 5 NF-xB 0% G IR A 16 L9 IKKB i
A EL R BEIR AL B & R SZ AR 4-1 (IRS-1) , B IRS-
11 IE 8 I A R B IR Ak 32 BHL, T4 198 &) 25 5 it
(1 PISK/AKt I8 ) 2, 1 — 25 R RN RN R
JRE, JNiE DMAS % R pEfe
2.3 g E DM UG B 0y 32
JRPH R TR S RN B IR AL, 2
FB N TG VLDL, sdLDL 7K F+ 5 , HDL-C /K-
I, ok B ZE AL 5 S KRR B (R B4 L AS B PR
R T I A8 5 o 1) R XU R VD AR OG . o,
sdLDLARFR/N X} LDL 3Z 4 6 AR, B8 5 2 3 1 4
R DURRT IS BE T LR & B B A B> [R] Bsf
sALDL 5 5 & A pl SEAL AV 2 O A6 16 5% R 2 1
(GlyLDL) , 3 Ffoii 3 Ak 6 1 vl fk 2% 38 58 LDL 1) 484k
OB , R VE ox-LDL 998 B, I hn5E AGEs 19 4=
Y, GlyLDLiE I I RAGE 33k , B9 P J5 I 7
WA AL IV L, 550 NF-xB #l p38 MAPK {5 518 %
MG, FER I HG 358 T, GlyLDL# 4k A BUw
PR Y AGEs-LDL, J5 # i & RAGE/NF-«B i i
HE 5 AE S N AR 4 Ak, DT i 3= sl ik T 45
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162 ox-LDL i@ 1t 5 TLR4 s 5E 4 AL ALK 5 B
NEE HAZ -1 (LOX-1) 254, B NF-kB {5 5 i,
T 98 A A AR TR R B 2R 9 (PCSK9) 13
ik, T A PCSKO 42 HF 41 At 26 11 LDL 37 14 19 [
fi#% , T BE PR ox-LDL A5 Bk /b | (i A 1 ¢ rh &
L, T SRR ox-LDL 22 #4076 TLR4/LOX-1 15 53l
P& IR 2E 3% M (ROS) 2E B, i — 2P 58 Ak NF-«B i
% AR S AE D Y 23K, DN N AS 1 48 PR
RIE S

2.4 RA R ASTE ALY KB AR, IR E
1 RO BE 1Y E AL 18 i ECs B Mo B35 Ak, Y952 3] 1
BEALR B RV . 76 DM BB R HG i A S 4k
LRSS 3 A S 7 2 ) (B R % . 20T
Bt ORGSR AR 45 ) R [ 2 4 28 W i g (1
JEOME R A AR H A AL FE A R, e A
B ROS™ i & 1) ROS A UAE #E ox-LDL 49 TE A% Al
AGEs A 2, 18 38 13 T IR B0 72 R AL & 12
K A g e Z (ADPN)/AR 4 R 75 1k 8 1 3 il
(AMPK)/eNOS [ 14 , T AS A9 R AE J i .
A, AR A T 3 D NO AR W R 8 K A E
R A5 A0 2R R 5 22 EE R AR S T N R T RE R A
R AR HE VSMCs B 3851 i B F & RUFE AL, I
P AR RSN AS BERANER AT , Fe 2 I 3 1 o i A5
FAF AR, NF-kB LE T 155 S AL AL E AL LR
o SR, PR 2 ROS K sh 8081, 4B
BEPE ROS 1] 3 AL IKK 2 &9, 530 NF-«B A4
il 26 11 T B Rk, 1517 NF-kB 3R (U1 p50/p65 ) B
T 5 2 AR A% | IS B B B TR A 5 5 4 ROS 7K1
1 R, NF-B 0] RESLEOE , 0 F (2 20T il AN e 58
Rl 1 23K, B 1 AR AR RN 9 0 B NE 1Y) 1E S A5 A0
R, LR BK Zh DMAS f4 3 Ji2 1)

25 KIERE  ARNE N FE DMAS H Ak T 420 Hb
£7 . DM FIAS By 2 [5)J55 BSAE 22 — S 18 PR B 48
i, BV SO R AR OC 4 115K (PAMPs ) A4 45
FHE 4 F 153X (DAMPs ) 35 B2 #4005 Nod FE5Z R 8 H 3
(NLRP3) ZMe/MA 2 117 7 A= IR SAE IR, T A
FRe iy 4 0E R PY . DMARZS R, HG AR i 5 45
255 B 2400 RN 4 B SR BE , BT DAMPs, 4l
AGEs | JIF [ B PR 8 565 5 993 A4 DU BE Jik PAMPs , i/ —
VTS S PE UV . Mo ECs F1 VSMCs 1 A TLR 7]
P PAMPs A1 DAMPs, fiil & NF-«B 1% fL I & A= i
7, bR AR 98 PR 40 L X 7 (IL-6 . TNF-o) B BfF 53+
(VCAM-1.ICAM-1) 1 ET-1, f/& 2 MO 32 18 F 1L 4 &

iE ; [R5 LOX \PAI-1 Fl VEGF 235X S 463k,
o) i A5 4545 RN T RE BE AR, e nT WL, S E R
AT NF-wB {5530 % , 11 NF-«B 93 16 X £33
— R R B 2k, BB T B E U E 3A
FERIEF T AWK I HFEAFTE

25 I, 7E DMAS #EJrf , HG . AGEs AL 3
iR 51 1 2 L A5 HE PN 2% 3 ok 224 i 48 P [R) B
NF-kB {5538 . NF-xB/E A #E 5% -, 38 0 I 4%
e ORPS IS S K el S R a1 oY s R e A R £
Fik, FEON L DRSS VSMCs M5 TR 40 A TE
B B2 A 2 1) 9 0 W S A AR L G DMAS (1) 1 i
DAL I, A0 i) 000 141 32 30 % 1T 68 30 2o IR 4 ARE SRV L UK
SRS N A R TR AR A 24 7 T AE R DMAS
(it .
3 FHNF-«BEEEBIE DMASHHRGHEAERET

DMAS ZEAC B A &, B HOH 8 9
I K R OB R A AR Sk I L A
BEONARY S BT A R0, B R 5 T
BEL, ZE i Bk 4% , SMAs A7 28 W, A UPRR I I 2 5 8 A
feAR, PRFE 2R 45 R RIS o ORI AR AR L, 25 <
IO A IR AL R E ARG b . A B
FERW, i 2] Bk J 52 5 3 L 1] NF-kB 5538 #%
734 DMAS J 7R 2%

3.1 FFUNF-«B i % B 78 DMAS &) 7 25 K

311 WX PIEBE LA RSFS EE IR A AL
Ay, A LR AT b g /E R, 7z 0 il
B LBV ER P 1A W] AR IRAA
P 2= (STZ)BK A bl i IR MR R 1Y SD K BRUALYE TNF-a
L7 B4 C SV 3 1 (hs-CRP) 1 TL-18 %5 484 X 1
K-, R TLR4 MINF-kB & ik, HAH TG
1Y) DMAS K L2 bk Il 45 BE 45 #4) 375 W , P 8 5 3
VSMCs #8 T4 Bt yal b, ik W20 11 A 7] fig
i 5 $0 ] TLR4/NF- B 38 8 i Jk 52 98 5E & N A
VSMCs 1, N3 DMAS i 25

PSR 1A BERREIVE PSR 1A (7K AT
AWy, A E A . s T s,
= B S 11 db/db /N BL L ECs AT VSMCs H NLRP3 4
PE/MATE AL AZ T 306 T o (IkBo) Fll NF-kB B
TR Ak LA B 3 22 AH S A8 B (p21 . SA-B-gal Y4 £ Fl I Ji
TURR) A4 1l 2 ARG, S0 Ab S0 (CATT) Y33 1 Al
BE kI Re e, R iz Ak A& AT g i s A20
(NF-xB 4 4 84 ) 9 ] NF-«xB/NLRP3 i % , )\
M AEFF CAT 76 M B ARE AL 3, 2 /% DM B2 1
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ECs A1 VSMC 119 % 2% , 2 DM AH ¢ IfiL 4 % 9% (a0
DMAS) 11 R FH B HEAR B
3.1.2 Brk FHBIR A ZFESROKE A RN
A k2 A I I TR A 4 A D3 A S ZDF KR
I3 1M A 3% | 2 Jhk o #F A Ak 5 £ (ATP) Fil hs-CRP 119
IR, 80 32 Sl Ik o VA 0 i SR A O[] e T Mg
B, N JE 32 sl k4l 21 NLRP3 | 55 ) 5 Ji K 4 88
-1 (cleaved—caspase—l) .p-NF-kB FIL-18 Fik,
Ul BT PR R A AT RE S a0 T A AR A o
NF-kB/NLRP3/IL-1B #ill , 18 5% DM & I F.10] AS iy %%
i S IS AR

P12 B — i R AR AFEAE T 4 AL A R R
TG, A BENPTR PUE AT
T RG FACI AOVE R L 76 DM L AS F1 it 983 2550 1Y BT 14
o ELAT B HANE . A A I RERRAR STZ Al
B VA S A0 SD K BRI IR L IR | 98 0 R T
K, HAHT TG TLR4 BERE /198 0 55 11 88
(MyD88) \NF-kB p65 25 7K V- i 5 B, i 1 22
AT B 1 R 94 TLR4/MyD88/NF-kB {5 5 18 417
il SR E S IOE | VR 5 W A AR L B3 TR M 28 i DMAS
PO EEERR S S AR R R E Aot B
1E NF-kB p65 #2586, il NF-«B J#0E , NI T 16 4
i PR FEE B 20 1 B R 3k 82 MO 5/ B3 8 ik
ECs I REBE, D47 i 8 P K D ag , 40 i v vk 4 e
B, BAEYTAS BIVER

P4z Wy 2 P B ) B R R, B PR
LAl PUIH TS5 2 R 25 BRAE T , BE A 30005 DM M
FLIF R AE o B RV R 175 5 19 N #8892
4 (HUVECs) 28 1 Je B Ab B8 5, 1 48 14 4 B A+
TNF-o ., IL-18 F1 [L-6 4 B 0 20, ROS HI TN i
(MDA) 7K T B, 484 52 A il (SOD) Ay 37 M 2
T+, B 4 bk 98 2 2 11 (Bel-2) Bel-2 A5G X
(Bax) #ll cleaved-caspase-3 ) R b 15 2 45 . 341,
I L R A BE AT 1 (SIRT) 1y 263k, 4
1) NF-kB (i 32 P AR p-p65/p65 L] ) K XSk HE %
7 0 WAL 3a(FOX03a) [ Z Ak, 24 SIRT1 # UL ER
BF, 2 g 04 OR3P P Bk 3 7 | B2 2 19 vl g 3R
1t P4 SIRT1/FOX03a/NF-kB {5 51 [ 417 1 41 fits 9
TSR WA S IE N, AT HE 22 DMAS 1Y
HEREe
3.1.3  EEIE R AL 2 N P 2 R P B IR
B 28 B BN 43, B 3 BB AR RN BT IR AS B FE
FHY . WFFE 3B BAC R B T R R R TR A

N-fil§ 3 -L-K5 & R H i (L-NAME) B 45 519 GK K
BRI 775 25 JE A R IR 7K SF- , S i 32 3 ik NF-xB
p65 ICAM-1 mRNA #Y 35 , 2035 I8 W 4 32 8l ik
TRREREEE | 32 20 DK LA P B o ik R g D 2 A S 1
B4 NTTTAESE DM 3 o)y Uk S AL E 2 , 22 W) B
i) ] G a4 ] NF-kB {5 538 % 3ol 2 SE R - 3R
ik 5 EZh KA 5 B IR, X DMAS HA
WA YT B .

Wi e R A A LA ) 2 S 2 A
FETLLWEA A ES RN YA A S
A, AR PSR TEE Hi FE]
M STZ B G 8 BR AR B 15 51 Wistar K BRUML AR 1 |
SR SR A ) L R S E R K, Bk 350 ik
Pt B ALY 75 PE 3R MDA 7K F BRI , NF-xB #il
IL-1B 7K T B (IL-10 7K Fh g s i — 2B WL A 55 3=
B, i Ez R0 198 SIRT1 235, 3 NF-«B {5518
% A AMPK 0 715 , bR C4r/E FH o i B ki
B BN R 0T B o )8 45 AMPK/SIRT1/NF-«B
5538 % , okt DMAS (955 3 A Ji 5t i 15
314 #HX AFERFRPHOFERPHEENRE
PEAL AW, 38 2ok 90 A0 B R T AR B L S RE SRR
B RS R B L4 ECs™ . 1E AGEs 5 S
B HUVECs 1, 1 5 K 3 £ AMPK/NF-kB/NLRP3
S U R R AT AR AR R 3, Ui Sk A i
A (TNF-o IL-18 . IL-6) 40 ML ZE B 73 F (VCAM-1
FICAM-1) S8 AL 3 HE A% SOD L CAT 4% ik H Ak
i E ALY (GSH-Px) KN JIT 7, AT ZE 2% DM Ifi 45
IERAE it Jt

B R 2 B R P AR U R A
HAU R BUE AL Bodn i i - S5 4E F i nl S
G 1075 PR AT I S A DMK R = A
5 HUVECs 1 IL-18 Fl IL-1B 19 % ik , JF 30
NLRP3  caspase-1 i T2 A SCRE SRR AR 1 (ASC) 55 48
PE/INMAKE G A 3R, B {IK TLR4 \NF-kB p65 il
15 85U 527 AR (CaSR) 1Y 28 11 7K F- 5 4441 R T NF-«B
p65 . NLRP3 il CaSR By #l il 551 J= , | 3R 28 fh 4 b 3
PP, 2 B 8 B B AT AT BB R o 97 4% TLR4/NF-kB/
CaSR {55 538 % , ol /D 2 5E R 3R 35 R M /MR TG
A, DT 5 o W75 3 ) P B AR

DL EAFGE SR il W2 RS s AR
2l PR AT ok 22 0 A A NF-kB {5 53 3%, 9] %
JiE SV A L A YR T R AR iR R AR A 2
MBI IESE DMAS # 1R . W3R 1,
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F1 PR T IR NF-kB 1B 54 By 78 ¥ Bk % 3D Ik 38 AR AR AL 64 AF JA AL

UIES SIESLERES WX 5 fillki

(CRegil AL

FHSEI T AP SD KL 2.88 mg/kg

{1 TLR4/NF-«B

T 98 5 S A VSMCs FR I T

W2 FFBEI MAGE db/db /NG _F 98 NF-x B 11 A20 F- 30 ]
% i . Al A1 3 o
Py ECs VSMC 10 mg/kg A1 100 wmol/L NF-cB/NLRP3 ) 4P IO AR 24 L
FHEBER A ZDF KB 0.5 mg/kg . 1mg/kg 1] NF-k B/NLRP3 I 9 RE B Ry RN A i A 3t
SD KR 10 mg/kg 14 TLR4/MyD88/NF-kB ) S E B2 R R R 1 s
% AZEAEEY cs7BL6 /ML ] NF-B 34 3 F 98 Pint Al
o N j}< ) )
HUVECs 200 mg/kg Fl 1 wmol/L NADPH S AL T S SR
Fh e e HUVECs 10,50 pmol/L JE$2 SIRT1/FOX03a/NF-kB I & i B0y AR Ak K
- BRI C GROR R 500,250 mg/kg ] NF-xB 0 S 2 7
T g Wistar K Bl 30 mg/kg 42 AMPK/SIRT1/NF-kB A PR AV S A 5 7 R4 9
K HUVEGs 10.50,100 wmol/L P44 AMPK/NF-kB/NLRP3 0] 9 A J52 1o AN AR N
S SD K 40,80 mg/kg F150
[54] [SEVN N mg/kg I SE 4 T i . RE A
TR HUVECs 100 pmol/L 4% TLR4/NF-kB/CaSR AU N L

1 : TLR4 4 toll BEZAK 4, NF-k B %K kB, ECs A A B2 411l , NLRP3 4y Nod BEZ A ZE 11 3, VSMCs 9 LT LR , MyD88 R e 74k )
27 B 1 88, Pinl A KL 20 BE S AG B 1, HUVECs R B ERIK P9 52 40, NADPH ks B B4 1, AMPK Sy B R 7% fL 25 1 34 , STRT1 4
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