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[# Z]EB ARV H R BRI Z R EAE 2 6 (thyroid hormone receptor interactor 6, TRIP6) 7E HAE #VARAE (major depres-
sive disorder, MDD ) ##F J&& 2 2 v i o 45 46 FH FIML A o 75 3% 8% 20 /N BB AL 20 2 41 < X BECZ 002 4 S W] %60 7 3%
(chronic unpredictable mild stress, CUMS)ZH , & 41 10 H . B84 ffi F CUMS J7 ¥ 1) 2 MDD /N SRS Bt J5 4547 R 2 5
a5 o B 454N BURY i 4 4 38 a4 1 B 3R A5 2 AR N M A Y 2 40 M (brain microvascular endothelial cells, BMVECs ) ,
ZJE il iR 24 ( lipopolysaccharide , LPS )i BMVECs E RSN MDD A 38 T SE R 28 O i B it =X R g ( quantitative
real-time polymerase chain reaction, qRT-PCR) FlE 7 S0 E[1 R EE 4G TRIP6 75/ 1N BRUIK ZH 21 L) e LPS 5 (1 BMVECs WY K35 .
DU EL 8 725 (methylthiazolyldiphenyl—tetrazolium bromide , MTT) 5 48 13 2040 B A 43 A LPS 175 519 BMVECs 193 77 AR
T2 BJ 8 FH Transwell /NEFIEE T 1% 5% B2 (blood—brain barrier, BBB)/RSNERE B 431 BBB 3144 3% 24410 BBB 515
P 5 P Bz B (transendothelial electrical resistance , TEER) LA K BMVECs %% %45 8 (9 K15 . 855 - 938 iF Ik 5250 (forced
swim test, FST) 12 B S5 (tail suspension test, TST) &5 W], CUMS 20 /)N B A & 11 B 8] (CTST A1 FST) 2 B 5 w8 T % B 40 (P<
0.05) s CUMS ZH /™ B JE M i 2  rr o0 DX A7 B IF i) O 1Y 2B X R 2 (P<0.05 ), 17 2 ZHL 1] /) B B9 G Az 3l B 22 53 T 458
THEE X (P>0.05) . #E— L AF5E W] TRIP6 7 MDD /N FlUii 21 21 BMVECs 1 9 3% 3k W] 2 B % (P<0.05) . Bt 41, TRIP6 i:f
BN LPS 5 T 19 BMVECs (940G ) AT A2 I Mk 20 94 7= (P<0.05) o [A]I, if %63k TRIP6 [k 1" BBB B i, I 41
BBB 4t (1) TEER 25 1%t B 42 2 ] & 2 14 (oceludin, OCLN) | §E 45 8 11 5 (claudin5, CLDN5) | %% % 3% $2 & 11 -1 (zonula oc-
cludens=1,Z0-1) L (P<0.05) . Z5i 3 KI5 TRIP6 Z&fif 1 LPS 5 S BMVECs 4RI DI RE4 5, I WA 1T BBB BB, ik
7B AR ST UL TRIP6 & MDD R BLUE ARt BBB Ra P (1 S 45 K 7

[ Sgia ) PR BRI R S2 VA B A T AR 1 65 FIDRISAE 5 M A o 5 Bk 7 P B 440 B
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Role of TRIP6 in the progression of depression:regulating the function of

brain microvascular endothelial cells and blood—brain barrier dysfunction

Yu Shoufen,Li Xiaosa,Wang Rong,Liv Junchang
(Department of Psychiatry , Xijing Hospital of Air Force Military Medical University )
[ Abstract]Objective : To explore the role of thyroid hormone receptor interactor 6(TRIP6) in the progression of major depressive disor-
der(MDD) and the underlying mechanisms. Methods : Twenty mice were randomly divided into control group and model group , with 10
mice in each group. In the model group, a mouse MDD model was prepared using the chronic unpredictable mild stress method, fol-
lowed by behavioral experiments for verification. The brain tissue of each mouse was obtained to isolate and culture primary brain mi-
crovascular endothelial cells(BMVECs). An in vitro MDD model was established using lipopolysaccharide (LPS) —induced BMVECs.
The expression of TRIP6 in mouse brain tissue and LPS—-induced BMVECs was measured by quantitative real-time PCR and Western
blot. The viability and apoptosis of LPS—induced BMVECs were assessed by MTT assay and flow cytometry, respectively. Subse-

quently, an in vitro co—culture—based blood—brain barrier (BBB) model was constructed using Transwell chambers. The permeability,

transepithelial-transendothelial electrical resistance (TEER) , and
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EEESE 3 £ &, Email :singcjljc@126.com., the resting time was significantly longer in the model group than in

expression of tight junction proteins of the BBB system were mea-

sured. Results : In both the forced swim test and tail suspension test,

4 52 B4 B - hitps://link cnki.net/urlid/50.1046.R.20260226.1140.008 the control group (P<0.05). The model group showed a significantly

(2026-02-26) lower sucrose preference level and a significantly shorter time spent
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in the central zone than the control group (P<0.05) , with no significant difference in the total distance traveled between the two groups

(P>0.05). The expression of TRIP6 was significantly reduced in the brain tissue and BMVECs of MDD mice (P<0.05). TRIP6 overex-

pression significantly increased the viability and migration and inhibited the apoptosis of LPS—induced BMVECs (P<0.05). Mean-

while, for the BBB system , overexpressing TRIP6 significantly reduced its permeability, significantly increased TEER , and significantly

upregulated the expression of tight junction proteins including occludin, claudin3, and zonula occludens—1 (P<0.05).Conclusion :

TRIP6 overexpression alleviates the functional damage of LPS—induced BMVECs, reduces the permeability of BBB, and improves the

tight junction of BBB,indicating that TRIP6 is a key regulatory factor for BBB stability in the pathological process of MDD.
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AR AE (major depressive disorder, MDD )
JE T ERE AR SR R A R, SR KIRE
() AR T 5] 6 ) — i 4 M ) e R A, S R IR
DI A A RS AT o £ IS K BUAS bl
PRI FIAR 28 JRE 22 [A) HA AH G . A OB FR R AE
PRI 7K S 18 TP o A 7 8552 7 490 S B i v b o 2
YRR R o) 2 55 RR 2L Y B 1A B 5 BT 58I
Ry, P2 2 2 rb AN [ 2SR ) 20 ) AR B AR SRR
XoF SR AE 1Y & A i BAT S B 1) 5200

I % 57 B ( blood—brain barrier, BBB) 259" K
oG ) e A5 AL, EE I RE R R IR & R G
XA FW IR F OF 5 KN B B9 AR 2 R
&, BBBIJRER AT S Z R M R G A K, A
355 BT IR O U R L 4 AR L AE WO LS 4
FRAEAAE S BUAT I TE 4 35 W] A 28 2R 8 9 7]
REAFFE—F & UL Y9 BBB B SRAIL I Qb 28 28 F ) o
Hy AT UL, 4E 47 BBB 1Y 58 2 P XM AR AE (936 57 B
A B E L,

FHCIR IR 0% 2 32 1M B4 H 8 11 6 (thyroid hor-
mone receptor interactor 6, TRIP6) J2& LIM 2% #4) 4 3t
PR A HE RN R 2 — & —Fh R kbR R .
TRIP6 75 ¥ JiE %5 9 H B B 5%, T A Sy — A G Y
BRI T2 5 Mo A KR R S b BE Y
B TRIPG 5 4 22 55 5 VI A5G - TRIP6 3 17 Hi 2
J Wi FL 3N W ik 3T DM 2 T 4 I R 4y, 7R AN &
F G0 0 A BRI AR 4E 4 vh HA Y AE 1 R AR
FA™. SR, H AT TRIPG 78 AR AE o B A v 110 2
ik B A IS E it — PR TE

AW H I JEARTE TRIP6 7640 AR I A B ok
T v Y S 2R 3 B G IR 4 1M A8 1 2 41 i (brain
microvascular endothelial cells, BMVECs) I fE 11 7
FEAVEH, A 20 B Ho 55 BBB S5 % 3 45 1k 1 A 4 56

F, LU O A AE A4 5 BEOK i YR T 4 Ak P L Al
Fa] Y A= i 7

| HRET®

1.1 H#

LLL 3 AW = se ke s A R F A E 20 R
6~7 Ji i CSTBL/6 /IR, PRI (22 £ 1) "C UM JE 55%~
65% MIFREE P IR o B /N Al B ROK B RCR
12 h/12 hOCRETEFR . SC86 5 58 4828 A 42 R B — W s =
e s (& BE 2 5y 24 e (44 5 :251530)

112 FEIRH peDNA3.1-TRIP6 i 23k ki & 23 2 ki
(1 T 25 BoARAT IR ) 5 [HREE A -EDTA ALK (36
[l B BR QA R B 28 W) ) 5 i R 4k % v R ¥ WK (phosphate
buffered saline, PBS) (AL 2K FFHEAT FR/A W ) s ECL AL
RO & (R = RAYHEARF RAF]) ;5 trizol i
(3 E FEER KR BHE A 7] s RevertAid First Strand ¢DNA
Synthesis 1% 71 & (3¢ E IR CHRBHLA F] L) s UM S it
JE 15 (radio immunoprecipitation assay , RIPA ) 23 ¥ . .4
Wk R I 5 ¥ (bicinchoninic acid assay, BCA ) 25 1 #% B2 I %€
TR I A R ke T R A — SR A S T Y B L K
(sodium dodecyl sulfate—polyacrylamide gel electrophoresis,
SDS-PAGE ) # it 8 P 3 e il 30 & ( BV 3 o RA I HOR
OB A 5 d mE R L 5 3% (methylthiazolyldiphenyl—
tetrazolium bromide , MTT) (_1g 34 = KA A AR AF])
TRIP6 HT {4 | 41 i 7] F B 43 F -1 (intercellular cell adhesion
molecule—1, ICAM-1) U4 | 148 P 2 4 K A F (Avascular
endothelial growth factor A, VEGFA)FLIA | i P i 2278 77 [
F (brain—derived neurotrophin factor, BDNF) i {& | [4] & &
(occludin, OCLN)HL{A | B HEHE 8 1 5(claudin5 , CLDN5 )47t
A 23255 7R -1 (zonula oceludens—1, Z0—1) LA FH
it —3— i B2 M & B (glyceraldehyde—3—phosphate dehydroge-
nase , GAPDH) HT 4 (& [ 320 R ) 5 BRIk 52 Wi B il 3
(enzyme—-linked immunosorbent assay , ELISA )5l & (2 U
g E YR R A R A R o
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12,1 s ordl AP H/NERBEL Y Ry 2 41 % HR AL g
P N 7] 1 510 8 3 (chronic unpredictable mild stress, CUMS)
41, CUMS 4% HIHT A (944 CUMS ¥ # 37. MDD /) BB
RIS HARRAE T /N R B R T 2 MR AL IR 4
i 24 h i EPRIZF 24 h K73 #3512 h 3R 30° (1058
FHA} 24 h 6 h Y S RBRH L AE 4 °CoK 3R 3A Y7 UK 2 min
120 r/min K42 5% 30 min ST ROGIR, R 222 8 o X IR/
SR AEAR U S 1 T 55

1.2.2 BMVECs 4% K ds53:  TIMEWIE N o854/
SR 2 2B s/ N o A B B 1 I T ALV R A 37 °CHY
A ER T A 15 min, RS A SE ARG R 2R 40, 40
i o 3 308 A S SR AT ARV . KA B A BMVECs 4k 2L 1;
%, Z J5 i g 2 4 (lipopolysaccharide , LPS) (100 ng/mL )5
SIE# f BMVECs 15 K 4k MDD 40 453 1545 519 g T 1k
—HRSE TRIP6 X BMVECs 4T RE (1% &2 i , 44 40 i 43> LA
T 44 %FHIRZE LPS A FEL] | LPS+peDNA3. 1 23 4% ki i Je 24
(LPS+pc-NC) M LPS+pcDNA3.1-TRIP6 1t 3% 15 i ki 4 s 40
(LPS+pc—TRIP6) . #%2H 313+ 25 LPS HIl# ) BMVECs ¥ 17
AFSE R e Y b B

123 BRI HFKSIE (forced swim test, FST)  BR/NETA 1
AN EA% 20 em 5 L 40 em (1935 BTN G R AL AR T, 26 19 em
TR T7 50 K, 722 6.5 min. KIRARRTE 22 °C. Bom . 4
HT'S min NS Bl B RS2 A

1.2.4 &S (tail suspension test, TST)  FH R 7 B/
FUR [, FH Smart 3.0 MU IC s RS st H R 6.5 min, 43
Hr/INBRAE MR 525 5 min 1Y 1 1]

1.2.5 @;Hﬂ‘%ﬁ'ﬁ%ﬁg@é%%ﬁiﬁﬁ@(quantitative real—time
polymerase chain reaction, qRT-PCR) #fif% 424 h )5 , &
B RNA, =5 5575 3] eDNA, L ¢DNA S #i 4 , 5% RT-
PCR V460 2 0 22 P (9 mRINA A% 23k i, A RS SR o
i G, SR 2724 AR X R ih

12.6 &G EI 0 (Western blot) U582 4% 28 40 i, JT1 40
i S fit R S A0 L 12 000 Xg 4 “CES .0 15 min, W 4E 3.
FH BCA B &0 5 P BOER POV B, B 50 g 28 11 4T SDS-
PAGE HLIK 455 , 4 40 33 10 3R 11 FL 56 A% 25 3R A — 9 & M K
(polyvinylidene difluoride membrane , PVDF) I . PRI E
E N3 mL Y 5% RS WK B A, 7 = IR A N TR L
$FA 1 h, Tris 22 P LYK (tris—buffered saline, TBS ) YA W ¥k
JEE 3 ¥R, B IR 10 min; 43 51 in A TRIP6 . ICAM-1, VEGFA |
BDNF . Occludin , Claudin5 1 ZO-1 ) —4 (1: 1 000) , 4 “C#¥
BB, M4, TBS VWO VR 3 K, AKX 10 min; iITA
PL(1:2000), ZiRWEEF 1 he e, BUE &G (A R B
ERTURST) W5 E I 3 min, BER LR R G T OE, Quantity—
One AFAHTEE H & 1, LLGAPDHAE I N S,

1.2.7 PO g ER {0 35 (methylthiazolyldiphenyl-tetrazolium

bromide, MTT) [k 25 11 il 14 A4 Ab T X i A= K 309 A4 240 e, i)
BLANARETEW . BT, AR TR LA 2X10* AL I 2 B 355
IAGTE 96 FLAR A . M E 72 hig , 1AL AILA 20 WL MTT.
e, 5 24 hilEE 17K 490 nm AL AW, 1528 96 h.,

1.2.8  AUMPAT-SEE RIS A AL AN T BE IR E vh b
% (phosphate—buffered saline, PBS) 5 2 ¥, Bifif5 1 000 1/min
B0 5 min, WBR PBS ZE 0P o A 195 wL 5 8 S50 AR 54l
FE i B9 AR B 2 4V (annexin V-fluorescein isothiocyanate
conjugate, Annexin V-FITC) 4% & ¥k S A0 ML, 4 5 A S pL
f) Annexin V-FITC F1 10 pL BUAL TN BE 2 (U0, R RIR AT L 1E
FIR TR 15 min, A AN ARACR T AN AR T3
12,9 RIJESCE K A0HLL 1} 10 LI 25 B fh e 12 4L
M, F37 °C,5% COIEFRAA G TR 24 b, W I K o5
FEUT I AR T 6 FLAR, 1x 105441 (B e TE MR 19725 1 AT
SEEN] 5~6 ETATIIEL ) ,37 'C 5% CO, K574 24 h; R4l
M ENFEHCE K], B2 %78 55 90% , R A Tl TR, 57k
PORE 2R L 1, 9 H PBS YEAIAE 3 YR, B4 T mo 40, m A
TC M 55 92 56337 “C 5% CO, BG4 IR, 00 170,612 h
J 24 h i) g R T RGCR 2 .

1.2.10 ¥ N % f BH (transendothelial electrical resistance,
TEER) KRN LL 1x10° 4~ /FLAY SRRl T 96 FLAR
F37 C KB 8 5% CO, B R Fa R RE 3% 24 he U HER LT
B LR B LR AR AR R L O e B DI 2 . ) shan
i 55 S B LA, - 15 5 10 BH 164 7 P A AE T B I ARG IE
EL

12.11 AEASEMHNE SRBUEAEB (mL) }y 1:5~1:10
) BB i A OB CEEIUFR B 0.1 g BEAS , A 1.0 mL 42 1L
W) VKB A1 I, T4 °C,8 000 x g, BS.L> 10 min, FEULHE , B
HWCE T UK R . BEARTAA 30 min DL I PR B
2630 nm, A] DLAMGOGEETHZE KA % .

1.2.12 BBBB@EMAME  /INEIEREES 10 mgZELE4h
B RRAUR 9O R A B (40 kDa) o AR5 LS LE Z 4R
fie /NG, WO M . B, T 0.9% 4= B K 28 0 HEVE /N R,
B R PRE IR AL . SR 2% SR OTRIE 11 H)
L BIRR BE , 7E 4 CTF I E LR, LA 3 000 v/min &L 10 min,
SR 5 FH 0.05 mol/L M 2+ 2% wh il 42 1: 1 19 L R B L3
o IRJe W BR i G ARE S A 96 FLAR T FH A FL AR 332
B DR G0 . BBB A M T N IR X 5 003 2ok
S BE Y B, IR R R 5 % A /N LAY 3 o M A B Y Ry
B

13 %it#H %

AW 5T 1 g8 1t 4 B M 1Bl 3R 4 i 35 R T GraphPad
Prism 9 #f4: (GraphPad Software , USA) 58 i, . 15 %k} &
Shapiro-Wilk 45 5 i 55 4 & 1 & 43 10, LY B « b5 i 25
(xxs)Fom o 242 [A] Y Lb 35 R A ST BE AR « K 50 5 2 1
EHNEMMHTHEZALRE R, W5 ¥iE1T3
KE S, K5 K i =005
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2.1 MEMDD ) KAER

AW 5% {8 CUMS J7 5 48 4 MDD /s B RY | B 5 0F
P M2 S0 . 45 R, CUMS 4l /DN B 1 i8] (TST
1 FST ) 4 58 25 5 F %5 B 4L (TST :4=14.207 , P<0.001 ; FST :
1=14.207, P<0.001 ; & 1A F1 1E) ; CUMS 26 /)N 5 4 T A g i
(1=14.981,P<0.001 ; & 1B) Hr 0> X 3 45= §4 i fi) 0] St 2 1K F
X B 2H (1=24.844 , P<0.001 ; K1 1C) 5 1 2 41/ LAY A5z 30
PE B R A AE W] B 25 5 (1=0.354, P=0.728;; K| 1D) . (3K
Ui, CUMS 5158 T /N BRAT WA HTRE 1 5%, T A 52 i) HC 35
KIZBHBES) o LA 25U, MDD /N BURSE2Y b) E  Th o
2.2 TRIP6.#& MDD /) R 404 F= BMVECs W 9 & ik B % 51K

BTk, WO /N BB T A1 20, 0 B 0 R A5 B R AR BM-
VECs, Z J5 i F LPS 5 T IE % ) BMVECs, SEH 2 6 i
PCR J¢ 75 11 f 92 B0 A I 285 5% 7, CUMS &1 /) UG 41 21
o TRIP6 1 £ 3K 7K 1 8 35 I 7 X5 IR 4H (mRNA : 1=17.294,,
P<0.001 ; %5 19 : 1=10.140, P<0.001; &1 2A .B) . 4t , 5xF
W8 L0 A L, BMVECs "1 TRIP6 [ mRNA F1 2 [ 7K - ik 78
CUMS 4 i # F ¥4 (mRNA: =14.284, P<0.001; & H : 1=
6.146, P=0.004; K1 2C D) . [A]H, 5 XT BZTAH L, LPS 4b 34
BEMH T BMVECs 71 TRIP6 1235 (mRNA : 1=12.559, P<

250
200 4
150+

100

BRI (s)

50

0 -
papilskE] CUMSH

AL K IRZHFICUMSEZH /N BRI 1F B ]

20- 30 000+
Z 151 ~

= £ 20 000-
& L

R . s

ﬁ 10 %

& S5 100001
X 54 =

=

H

Xof B2

CUMSZH
C. XF BRZHFCUMSZL/M LAY ot K3,

PERIBt I

1 a, X HRZH AL, P<0.05

Xt B2l
D. X HEZL FICUMSEH /)N BB A A2 Bl i s

0.001 ; & 11 :1=6.905 , P=0.002 ; €] 2E \F) .
2.3 TRIP6 2 ##% & LPS % § 49 BMVECs #) 28 fe & /) Fe it
#% 3t ) 2 el B =

#y # JF & B TRIP6 1Y & 3% 35 #5014 B s OF &% 4 it
BMVECs "', Z J5 #4540 T BEH6 45 o 5 R Bw . 5
LPS kb 3120 A0 L, 55 Yt pcDNA3.1-TRIP6 1 2 ik Jii ki ] (.
F 5L LPS 5 5 1 TRIP6 35 F 1 (mRNA : F=143.278, P<
0.001; % 4 : F=183.100, P<0.001; €1 3A.B) . 5 %I 1 20 AH
It , LPS 20 BMVECs 14 41 ffd i Jj (F=47.747, P<0.001 ; ¥ 3C)
IR fE 11 (F=105.262, P<0.001 ; [#] 3E) 5 5 A% , 0 240 i
U8 T2 K S ) B 8 T R (F=270.948, P<0.001; 81 3D) . it
Hh, 5 LPS+pe—NC 4 AH . , LPS+pc—TRIPG6 ZH F4 4 i 1% 3 (F=
47.747, P=0.006; ¥l 3C) F1iE# BE J1 (F=105.262, P<0.001 ;
E 3E) 42 5, M 8 7K - (F=270.948 , P<0.001 ; [ 3D)
PR C (1o
2.4 TRIP6 J& % v BBB #2 2 1k & # 5% 4245 A

AL 30T T CUMS 4/ LY BBB 2 38 1 | i 41 21
H 25 198 % DL S TEER 85 B8 i B, DL i 9] MDD 9 38 4
By BBBIIBE SR . 45 SR, CUMS 41/ R BBB 1%
BE 1 B 5 TR BB 2H (1=11.530, P<0.001; [l 4A) , H 40
AP P E A BB B FW £ (1=20.190, P<0.001 ; & 4B) , 1fij
TEER W& fF T F% (1=8.926, P<0.001; K1 4C) . BEJ& , i J1]
Transwell /N2 FEE T = BBB {& AP L35 72 #5580 | LPS 15 &

100-
80
60 a

404

HEME SR (%)

204

0
YR CUMSZH

B. X B FCUMSZH /)N U B Ot 4

1501
2
~ 1004
g
E
=
B 504
g
bl
CUMSH4H XTHAZ4]  CUMSZL
E. X R AICUMSZH /N B

1 1]
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BERERKFZR 2026 £5 51 F5 4 #3 (Journal of Chongging Medical University 2026.Vol.51 No.4 )

— 455 —

1.5

TRIP6 mRNATEKZHZH FR
A Fek K

0.0~

X BEZH CUMSZ

A. TRIP67E/NR K ZH 2L I mRNA R ik

—_
n
]

0.5 a

TRIP6 mRNATE (¥ LA 1N Bz
A b AR K K

0.0-

X BEZH CUMS#H

C. TRIP6/ECUMSALFE I BMVECs 1 AYmRNA 3%

1.5
-
B
e
82X
=iy 10
=
HE
e
Z
’:gﬂ- 0.5 - a
o ==
& F
a1
=
0.0 - T
X REZH LPSZH

E. TRIP6ZELPSALBEAYBMVECsH AYmRNA ik

T a, S50 IRY] HLER P<0.05

TRIPG | S —

B-actin * *

._4
=]
1

=
W
1

AHXF B R IK -

TRIP6 & [ 7ENGZ 2P iy

o B
o c,@\

o
S
1

W4l CUMSH

B. TRIP61E/MR KN B 15

1.5

=
Zi-
%
gH
=k
HE
W

B-actin | — £ %
m B
F

«ﬁz@ &”%
» $
O X B CUMSZ

D. TRIP6/ECUMSAE B [ BMVECs H AR 1 ik

1.5
=
B
¥
5 1.0+
EH
=R
HE 2
YE 054
o=
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F. TRIP67ELPSAHE I BMVECs H (19 285 11 3514

2 TRIP67£ MDD /R 4B F1 BMVECs H R R %

) #f 28 76 5 BMVECs 3t 55 7% DL 844 4 MDD 2% 4 (&
4D) ., 45 F 8K, LPS 4] BMVECs H#f £8 Zh RE4H 56 K 1
(ICAM-1 . VEGFA F1 BDNF) B & N4, ifij i 3635 TRIP6 1 5%
T LPSiES:H BMVECs H 3 Fh 85 1 19 235 T 1 (1ICAM-1
F=10.180, P=0.002; VEGFA : F=10.180, P<0.001 ; BNDF : F=
10.180, P<0.001; ¥l 4E) . BBB L3 RSB B e i 1E
LPS 41 B & 5 F X% B8 4 (F=205.609, P<0.001; & 4F) , ifij
LPS+pc—TRIP6 44 M| 1A {2 55 F LPS+pc—NC 4 ( F=205.609 , P<
0.001; 51 4F) . ALK T BBB 215 3% R 40 B %

HAEE A M F XA . LPS 41 Occludin | Claudin5 F1 ZO-1
T B K F B R T X IR 4 (Occludin : F=10.760 ,
P=0.010; Claudin5: F=10.760, P=0.006; ZO-1: F=10.760, P=
0.002; [ 4G ) , 1fil LPS+pc—TRIP6 4 1 Occludin . Claudin5 F1
Z0-1 4 FK A I T LPS+pe-NC 4L 2 1 (Occludin :
F=10.760, P=0.014 ; Claudin5 : F=10.760, P=0.008 ; ZO-1: F=
10.760, P<0.001; K1 4G) . LPS[F#E5]42 T BBB & 4t TEER
B B, IZ LS AE BMVECs £ 38 TRIP6 i # ik J5 15 5] T 2%
it (F=92.027,P<0.001; K 4H) .
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e 15 %H_Z
g % ab =
= fa Q15 £ 2.57 = X4
i 10 i 2 = LPS4
= A £ & 2 LPStpe-NCH
=% =r10 = S+pe = 4h
HE TRIP6 E‘ =E 2 | 5| —LPS+pe-TRIP64]
-« g 0.5 a a #'\5 05 a g %
z2 . m&0- 2 =1
= oo [ = -
R A G \Q@%’ FEFELE EF O & P RS V(% E N —
= s & & = & Y & Oh 24h 48h 72h 96h
b X 4
\3% < & & \3% &
o] \8' 6%
C.. TRIPOXS #5241 114 241 i
A. TRIP6/EA AL AN P I mRNAZK Y- B. TRIP6TEAS L AN A (1425 1 7K T 19520
X HAA LPSZH LPS+pe-NCZH LPS+pc—TRIP6ZH 15
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