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[ ZE] HBH®: WWEOLFEFV (FV) XFMEERE KBS RO KN A e-Jun 220 5 2K o g 1/2
(INK1/2) JFep38 22 BTG AL FIM G (p38 MAPK) {5 5@ Bk 520, B U AT BE AL . ek
150 AR M T AL . BBl . sh-NC4l . sh-FV 4L MH F&EZ4l, #4130 R, RHUEBL LS
1L (CLP) My a Meapie Al . WAA A K USRS 5 d A AE %R . RITI AR (HE) Jefa ikl
BAAU KB . B MR ZUR IR SR, SR PO E # PCR (RT-qPCR) 35 45 41 K L
filfi L 21 FV mRNA 3k 7K ¥, Western blotting 3 &l 4 41 K U4 21 f FV . INK1/2 #l p38 MAPK
155 38 B8 AH OC B 1 R GA K P, BEER S 2 W B8 (ELISA) 36 A 2% 41 K BRI i A 11 40 M A 3% 18
(IL-1B) . HAIMAZE 6 (1IL-6) MMRIFIEH T o« (TNF-o) K, 3= 40 M A 0 45 41K Bl i
rh PR A B R T AOR T b O A BRI AR AR SR AL sh-NC 41 [, sh-FV 41K A £7 %
BT (P<<0.05); S5sh-FVALLE, mHiEFHZHAKRBAEFRHDREM (P<0.05), SERFARLLL
B, BERZH A sh-NC 41k B ZH 21 FF FV mRNA £k K F 2 BT (P<<0.05); SRR 4 FI sh-NC
M, sh-FVAKRBMAL D FV mRNA KKK MR (P<0.05), SETFARHALE, BAIH
Hl sh-NC 21 K BRI 2 2 FV 8 11 R 3A K F I Tk s (P<<0.05), p-JNK1/2/INK1/2 1 p-p38 MAPK/
p38 MAPK HLE M B FH /5 (P<<0.05); SHAA M sh-NCA L, sh-FVARBAMIAL R FVEHE
KK p-JNK1/2/INK1/2 K p-p38 MAPK/p38 MAPK {8 ] B F& Mk (P<<0.05); 5 sh-FV 414,
T 7 5 5 21 K B 41 21 7 p-INK1/2/INK1/2 #il p-p38 MAPK/p38 MAPK {8 W] i JF & (P<<0.05).
SR FARA ek, B4 A sh-NC 20 K UL WS H TL-18. 1L-6 &% TNF-a /K0 8 FH i (P<<0.05);
B2 M sh-NC 41 [ #, sh-FV 41 K BUALYE H TL-18. TL-6 il TNF-a /K 34 B W FE MK (P<<0.05);
5 sh-FV AL LeE, % £ 4 KB & IL-18, IL-6 Al TNF-o /KFX 8] B FH i (P<<0.05). a4l
MA, SEFARM L, HALA sh-NC 41K R R 4 a 138 . CD4 T itk L 40 7 433 &% CD4 '/
CDS' Tk AmAE b AE ] B P (P<C0.05), CD8  TilkEL4NM & 4R W B Fh (P<<0.05); SR
sh-NC 4 He A, sh-FVA KRR IET- R . CD4 TIHRE4IIE I 4R A CD4"/CDS Tk EL41 i b
EI R AR (P<<0.05), CD8 T#kMANM & 45K BIEMK (P<<0.05); Ssh-FVAIILEr, mifER4dl
KEH R AT . CD4™ T E 41 E /R A CD4™/CDS8 " T il L 41 i He (B W B B A% (P<<0.05),
CD8' Tk 4 & 43 R A W IR (P<<0.05) . &5 DUBR FV 3L R A a0 e 3 i K BRUI . JFF . LAk A
R SR, V5 R P R A T, BRI R RE KT, HE R R CDA T R i
SYFEMCDA™/CDS Tk AN e, HALHI Al B S5 INK1/2 F1 p38 MAPK {5 5l 47 % .
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Protective effect of silencing coagulation factor V gene on septic
rats by inhibiting JNK1/2 and p38 MAPK signaling pathways

WANG Jingyuan, CHEN Fang, LIU Yancun, LI Shixin, SHOU Songtao
(Department of Emergency Medicine, General Hospital, Tianjin Medical University,
Tianjin 300052, China)

ABSTRACT Obijective: To discuss the effect of coagulation factor V. (FV) on the immune inflammatory
response and the c-Jun N-terminal kinase 1/2 (JNK1/2) and p38 mitogen-activated protein kinase
(p38 MAPK) signaling pathways in the septic rats, and to clarify its possible mechanism. Methods: A total
of 150 rats were divided into sham operation group, model group, sh-NC group, sh-FV group, and
anisomycin group, with 30 rats in each group. The sepsis model was established by cecal ligation and
puncture (CLP) method. The survival rates of the rats in various groups within 5 d after modeling were
observed. Hematoxylin-eosin (HE) staining was used to observe the pathomorphology of lung, kidney,
liver, and spleen tissues of the rats in various groups; real-time fluorescence quantitative PCR (RT-qPCR)
was used to detect the expression levels of FV mRNA in lung tissue of the rats in various groups; Western
blotting method was used to detect the expression levels of FV, JNK1/2, and p38 MAPK signaling
pathway-related proteins in lung tissue of the rats in various groups; enzyme-linked immunosorbent assay
(ELISA) was used to detect the levels of interleukin-18 (TL.-18) , interleukin-6 (I1.-6) and tumor necrosis
factor-a (TNF-a) in serum of the rats in various groups; flow cytometry was used to detect the apoptotic
rates of neutrophils and the percentages of T lymphocyte subsets in blood of the rats in various groups.
Results: Compared with model group and sh-NC group, the survival rate of the rats in sh-FV group was
significantly increased (P<C0.05) ; compared with sh-FV group, the survival rate of the rats in anisomycin
group was significantly decreased (P<C0.05). Compared with sham operation group, the expression levels
of FV mRNA in lung tissue of the rats in model group and sh-NC group were significantly increased (P<C
0.05) ; compared with model group and sh-NC group, the expression level of FV mRNA in lung tissue of
the rats in sh-F'V group was significantly decreased (P<C0.05). The Western blotting results showed that
compared with sham operation group, the expression levels of FV protein in lung tissue of the rats in model
group and sh-NC group were significantly increased (P<C0.05), and the ratios of p-JNK1/2/JNK1/2 and
p-p38 MAPK/p38 MAPK were significantly increased (P=>0.05) ; compared with model group and sh-NC
group, the expression level of FV protein and the ratios of p-JNK1/2/INK1/2 and p-p38 MAPK/p38
MAPK in lung tissue of the rats in sh-FV group were significantly decreased (P<C0.05); compared with
sh-FV group, the ratios of p-JNK1/2/JINK1/2 and p-p38 MAPK/p38 MAPK in lung tissue of the rats in
anisomycin group were significantly increased (P<C0.05). The ELISA results showed that compared with
sham operation group, the serum levels of IL-183, IL-6, and TNF-a of the rats in model group and sh-NC
group were significantly increased (P<C0.05) ; compared with model group and sh-NC group, the serum
levels of IL-18, IL-6, and TNF-«a of the rats in sh-FV group were significantly decreased (P<C0.05);
compared with sh-FV group, the serum levels of IL-18, IL-6, and TNF-«a of the rats in anisomycin group
were significantly increased (P<C0.05). The flow cytometry results showed that compared with sham
operation group, the apoptotic rates of neutrophils, the percentage of CD4" T lymphocytes, and the ratios
of CD4"/CD8" T lymphocytes of the rats in model group and sh-NC group were significantly decreased
(P<<0.05), while the percentages of CD8" T lymphocytes were significantly increased (P<C0.05) ;
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compared with model group and sh-NC group, the apoptotic rate of neutrophils, the percentage of CD4’

T lymphocytes, and the ratio of CD4"/CD8" T lymphocytes of the rats in sh-FV group were significantly

increased (P<<0. 05), while the percentage of CD8" T lymphocytes was significantly decreased (P<C0. 05) ;

compared with sh-FV group, the apoptotic rate of neutrophils, the percentage of CD4" T lymphocytes,

and the ratio of CD47/CD8" T lymphocytes of the rats in anisomycin group were significantly decreased

(P<<0.05) , while the percentage of CD8™ cells was significantly increased (P<<0.05). Conclusion: Silencing

FV gene can alleviate the damage of lung, liver, spleen, and kidney tissues, induce the apoptosis of blood

neutrophils, reduce the serum levels of inflammatory factors, and increase the percentage of CD4'

T lymphocytes and the ratio of CD4"/CD8" T lymphocytes in blood of the septic rats. Its mechanism may
be related to the inhibition of INK1/2 and p38 MAPK signaling pathways.
KEYWORDS Coagulation factor V; c-Jun N-terminal kinase 1/2; p38 mitogen-activated protein kinase;

Sepsis; Immune inflammation

o BE AE 2 — b A X ) B A ) B
B NE TS B e Bk i AR R T RE B A Y, AR
fE 2 R BT R AN 7 iy ok B2 = A, B
J™ A E 4 A O 2D R I A g T RE BE A . 2020 4F
Bl R 2RREEH AR 14 000 ASE T Ik EIE
L R R AU T A o NS . B A A
B EARRMRRIT AR L, 28Uk R R
HBEEE R St SRAE BN B B, (HK S 5T AT RE H LA
B 95 ORI A SRR AR A A D) A g T Re B A, BG4k &
PLA IR RS ™ Uk, R e 2 0 5 S 1 A e
JEEAE A BR AR, R S 1 4 R FORS ET
Tl KR o MeFEIE B T & vk BCME i P9 B I
(disseminated intravascular coagulation, DIC), I
— R G PR v 2 A E s, B ST 5 B
I FR PR AE BR L SR, EE AT X R B RE R R
S HIL A B T R S DR S 4y, D HUZEE
PR 75 G 72 1T o i ELARAE i R 58 A B ] . B I
A F V (coagulation factor V, FV) 1E N &E Il g Bk
JCR A% O B R, HAR G ) g 32 4k 412 BE 1l
fitf BTG . BV PR R AE P B VR i AN B
B A IS FV ERREERE R AE -3 1M 58 XL
BN HORAESCHEAE T o p38 T A c-Jun 24 5 0K Ui
MG (c-Jun N-terminal kinase, JNK) £ &2 %5
WAL T i B8 (mitogen-activated protein kinase,
MAPK) 5 B bt , & 2 B R A G {5 5 38
B HFV 5 MAPK {5 53 F 09 38 5AE H i A1
P RGEM I AU PR B T 0T AR
P I A2 A B 4 A B N E 5 B S R T AR IE
N, HBZEXT EV LR KRR GE S I8 1 b AR AL
By B AR U o A I 53 o bl T A R B AL, )
A ARE FV X e 35 0 K B G 95 AR AE BN 520, JF:

BRHN MAPK 558 B 52 m, DL IF & ik 5
JiE FI 7] Y2 97 O s A SIS

1 M5

Ll SBsHH 22X XHNPNE 150 KM%
SPF % SD K B, & J& & 250 g~300 g, #HH X
HRHEAEYRHA R AR, SC8 s YA VI
SCXK (H:E) 2021-0001. FF A K BLU7E T 4 5 6 5
PR (25+1) CHEE 550~65% ¥4 T 1
Fe, BIES H, IR AR O B R R ER K .
#m ULBR FV OB A &2 & & (short hairpin,  sh)
RNA sh-FV K B PR X B0 B b 06 5 35 ) 24 42
RA R R, INKI1/2 1 p38 MAPK il #3877 i
THERWA LERXZAYPRHEARAE; HE 3¢
@ IRX f & . TRIzol i 1] Al SYBR Green Mix it 7
W HIE R EAEYEARAGRAF, Bdiffi R
(interleukin, IL)-1R. IL-6 A1 i J8 3K %€ A F «
(tumor necrosis factor-a, TNF-a) [ B G 25 0 Jft
i 58 (enzyme-linked immunosorbent assay, ELISA)
K 4 50 K CD4- 5 Bt i IR 7€ ' & (fluorescein
FITC) /CD8- # 4. H H
(phycoerythrin, PE) #i &kl H 3% [E eBioscience 2
", FV U i, INK1/2 9T f . B B2 b INK1/2
(phosphorylated INK1/2, p-INK1/2)$i& .p38 MAPK
b . # B 1k p38 MAPK (phosphorylated p38
MAPK, p-p38 MAPK) it 1A F1 H il & -3- 8 iz
S B8 (glyceraldehyde-3-phosphate dehydrogenase,
GAPDH) #iik B 3¢ E Abcam /A w], AMH I 73 25
{77l Histopaque 1119 #I Histopaque 1083 W H 3&
SigmaA ], ZIREREHR AW A & [ Thermo Fisher
O3], BB S X -83 W o A B b T R O L R

isothiocyanate,
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AR E, Tannon-420 8K MR R 40 A
KueAarFlF A RAF

1.2 £Bahorafksds k ABERGHE I
KB MBRFRA ., BAIH . sh-NC4l, sh-FV4H
MIH AR RA, B30, EHEET7d, sh-NCA A
sh-FV 41 K B # Bk 78 5 45 7 100 pLL sh-NC K&
sh-FV; [t & 5 % 41 4 sh-FV Ml & % £ b 13,
K BRIk T B sh-FV 5 8 i 7 5 5 mg-kg 'l
BE D T ARG KRR E S R A A R K
BEH 1R MeTp e shi il i A 2 B Sk [10]
5 iR B9 5 M 45 4L %F fL (cecal ligation and puncture,
CLP) J7ik o KBE B4 0.01 g-mL R E
Pl 22 V5 W HE AT ORI (R B O B 20 g IR T i 45 2
120 pl.), B 9E 47 18 356 X 48 0 361 B 5 90 2 A B .
FEXWEFAT, DNOHRIFE R ZEEW, 4 3-0
RS B 22 R 2540 B I B AR 60 %0 #5275
BE S A2 B W 0 3k il AR o 45 28 1AL, IR Rt
FEULHE D RN A . BRESEUE . K E mE
B e, Ol G TR A% A 4 R AT 1 2 %
Mo BT ARG CR ML E R R, BRI
Z5FL 5 F R IR

1.3 BAXRAFAEFHEAFALHERRE N&4
KEPREALER 10 2, WG ES 5 d & 41Kk B
R . BIRKES M T ARG 24 h, T 5k
MG, I ARAE, el B BRI 414
TR g9 5 .

1.4 % 8 % % & F PCR (real-time fluorescence
quantitative PCR,RT-qPCR) 3 # ®) & 41 K & A 42
L FV mRNAZZEKFE R TRIzolik | A4
AU BCE RNA, FEEEC10 pg RNA 8 558 cDNA .
RT-qPCR 3K K F SYBR Green Mix 1E 7 St Arid
Y, LNGAPDHYERNZSEER, Xf H R FRikKF
WEATAREAL AL B . RN Y . 95 CHUZEME 60 s; Bl 5
HEATAOMEI, REAE IR HE 95 ‘CAEME 30s, 60 °C
BASIEMA0s, 51975 : FVF, 5-AATTCT-
ATACCTTCCTTCAAGA-3', FV R, 5-AGTT-
GCTAGATCGTGG-3'; GAPDH F,5-GTGTTC-
CTACCCCCAATGTG-3', GAPDH R, 5-CATCG-
AAGGTGGAAGAGTGG-3'. R 2 3L B il
2 FV mRNA KR K V. B E 3T HEEEA,
1.5 Western blotting 34 & K A AR ¥ FV.
p-JINK1/2,JNK1/2.p-p38 MAPK #= p38 MAPK %
G REKRTE A4 10 HR U4 8UREA, BF B

JE A RIPA 2 fif gz vl #4784 A B4R . (i —
WA bl FY 72 1 0 e kR 8 T i ) R 1 R
FIREARIN A o B 45 5 00 & A T RE AR 100 g- L'
e R R B - R M TR B BE I R UK (sodium
dodecyl sulfate-polyacrylamide gel electrophoresis,
SDS-PAGE) #1775 8, 15 7 3 R i — 8 & 1
(polyvinylidene fluoride, PVDF) [ F. & 5% it
SRR BRI AL B . A0t % Tween-20 A9 Tris
GRS, KBS — U 4 CE T
A&, WH, MAZHEZRTER 2h, R
Tannon 4200 #E & BUAR 3 48 %) 8 H BT 454 47 7T L
oAb B, oy B i AR R EE{E ., L GAPDH A A
Z, R HAMERRBKTE. BEARBKE=
H 0 455 K BE M/ GAPDH 28 A 4571 JK E{H
1.6 HE # &K &4 K &AM I e fo k48R0
FREHELIL WAH10 A RRANEREA, X
FH A Y W W AT 8 A R, S e A ) B
HRE ., AR &R R, Y& R A
SRR, [ HE kTt T Wi
O Ak B IR B
1.7 RARXRNEA M & 48 X & o #F ¥ IL-18.
IL-6 #o TNF-o R -F B 2H 10 H K B i FE A
B SRR M, AR BRI R, A
ELISA 25 & W 22 45 41 K B TL-1B. T1L-6
TNF-a /K ¥
1.8 BAXRfk P Phtmiass®d WS40
KB B KR B 1Y 1l W FE A 5 Histopaque 1119
il Histopaque 108318 & )5, 700 g # .0 30 min 5 ,
A ULREAS G322, 3 B 0T WCAE B b MR A0 i Y AR
JZ o B 1 W5 R AR 2% vh i (phosphate buffered
saline, PBS) XJURERI AT VRS, Uk 31k,
A 2 K Pk U 2 H A2 R BRI A MR oy, I
Jei — UK Uk ) AT ik — b Al A A0 . SR FH B G - A0
5% G €0, 35 68 rp PR AN R AT Y S, ek 4
afi [ 8 3k 95 %40 I AT H F I 22 SR AT
1.9 AXMEREREHX R ik PPk me
ATt THEORBEHT S FE  SAWELE KR
M KL REAS 450 pL, A3 S AR OIS pl
Annexin V -FITC % Y b ic % A 50 pL 1k 7 e
(propidium iodide, PI) YL, T3 F&1F T HEOGIHT
H 15 ming SR I 2 40 M A R 0 45 20 K BR il 3 v
AR e

Ty 10 HORBUMIRAEAS, & H 500 pl, W#E



422 TR 224 (BE 2 i)

¥(52% H2# 202643 A

S (ARidoNAE 1) FIXTERA (BRic WA 2) . 5%
20N 20 pL R S PERR IS BT, Xk B ZH i AT
R REBUIR . FEAMRAIE . 298 4 B A 100 pL 4t
Be4sin, T HEALWEE 10~15 min LA SE 40 M L 64 .
A PBS 28 vh il B0 LIk, KBR BWEWE, fmA
0.5 mL PBS 28 i L 2 40 . i FH 3 =X 40 A
AT T 1) AN [ FBCR AR 5 X ik B AR MR A T A B, O
VERA A 45 S P FR g BH P 4TI CD4 PRI CDS ™ Tk
LA S E A, A CD4 /CDS” T #kEL 4R H A .
1.10 %#t %4 KR GraphPad Prism 9. 0 4 {4
BTG o0 AT . AR B4 2k FV mRNA Fl
EEFRKKT, MEHIL-18. 1L-6 1 TNF-a /K-,
MR R RC A0 L T2 %8 . CD4FI CDS™ Ttk 4n
il 433 . CD4"/CDS8" T ik B 40 g B A Be i 25 4%
i p-INK1/2/INK1/2 il p-p38 MAPK/p38 MAPK

4r 1.5
% s
— I — X
2 < 3r 2= T
L Z 2 21.0F
o X = 9
g g o g =%
‘s EP ¥
%LS 1+ %% :
53] 53]
0 > U X > O X
) > ) >
O & ﬁ g o> O & ﬁ g o
6@\ o & O&A e&\ K & & o@‘\
N Y’Q\% K ?&x%
* &

A B

WEME S IES M, Mlots® R, 24 ALY
B R WIS B AR A G, 4L REAR S 8 H
AR N R T 22508, AL IRDREAS B 5090 1 L 35 R
H Tukey o & A RBAEGFRNITEFER, La
(%) Fn, WM EBERMH AR, LLP<<0.05 k2
SHEGIFEE

2 &5 R

2.1 BAXKMALF FV mRNAFE G REAKF
SR T AR e #, BRI A sh-NC 2H K B 2H 21
1 FV mRNA K& HRBKFEHH BT & (P<
0.05); S EI4 Il sh-NC 4] L4, sh-FV 41 K i
fifi 41 21t FV mRNA Fl 8 [ 2 35 K F B 1 R K
(P<<0.05) . sh-FV 21 Fpif 7 & K 41 K Bl 4121
FV mRNA K& [ R KEKF b2 R G i 8 X
(P>0.05), WK1,

1 2 3 4 5 M,
FV S R S e 213000
GAPDH M A — 36 000

C

A': Expression level of FV mRNA; B: Expression level of FV protein; C: Electrophoregram. Lane 1: Sham operation group; Lane 2:

Model group; Lane 3:Sh-NC group; Lane 4: Sh-FV group; Lane 5: Anisomycin group. "P<C0.05 compared with sham operation group;

“P<20.05 compared with model group; “P<0.05 compared with sh-NC group.
1 BAKFMAL S FV mRNAFIE 0 RBKF

Fig. 1 Expression levels of /¥ mRNA and protein in lung tissue of rats in various groups

2.2 BRUARRAAE WBEFEWES, BFRAK
RAFHER100% . SHRTFARAILK, EEESL.
35 KA K sh-NC 4K RAAF R BT (P<
0.05); SERIZLLE, RS 3HM5Ksh-FV A
KEAEFERP SIS (P<<0.05); 5sh-NC4 L4,
WERIEE 1, 35K sh-FV A K BUEFRY W5
(P<<0.05); Ssh-FVAILh#R, B 1. 3M5KE
TR R A KRR BRI (P<<0.05), W1,
2.3 BAXEM I MARREARRELSEA
RFARDAEU . . DA L 200 254 5 o
HE o BERYZE AN sh-NC 21K B 4 28 H 30 it el (] g P A
HE5E KR R E AN AR R T R il A R LA i A R O
sh-FV AR BRMIRE A ke, BOmEwIRE,

£1 FUKRREFHER
Tab.1 Survival of rats in various groups

[n=10, n(5/%)]

Survival number

Group
(¢/d) 0 1 3 5

Sham

i 10(100.00)  10(100.00)  10(100.00)  10(100.00)
operanon
Model 10(100.00)  8(80.00)"  5(50.00)"  2(20.00)"
Sh-NC 10(100.00)  9(90.00)  5(50.00)"  3(30.00)"
Sh-FV 10(100.00)  10(100.00)*  8(80.00)“* 6(60.00)"*
Anisomycin  10(100.00)  8(80.00)°  6(60.00)°  3(30.00)"

'P<C0.05 compared with sham operation group; “P<C0.05
compared with model group; *P<0.05 compared with sh-NC group;
©P<0.05 compared with sh-FV group.
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M LS B A, RVEAIMR R AL m &
RYK RIS BRI 5 sh-FV 4 Hje o k™,

1557 21 F1 sh-NC 20 K B 20 20 1 30 = 45
P ZE L B At M HE B HIGEL , R A IR SE B 5% 1 40 i iR
5 sh-FV 4K BURF 40 i HE 9 B4k 55, I gih &
P 20 32V DR o B AR 21 R sh-NC &R BRA I 41 1
ALK B AR A0 B SR AR, O B 4 b ik 592

Sham operatlon Model

sh-FV 4 K BB 20 20 40 i K o A, 5 My 350 B
iE 20 M I R A W B 5 sh-FV 4l g,
T A B 2% 21 K UM 4 U 4 R T )

A 1 A sh-NC 4 K B BT B /NER AR K &%
INEHERIE N, JEEA R E s sh-FV 4Lk
FRUEE A 2 FORRE IR A P s A A R KR
GRS R B R, WL 2,

Anisomycin

A2 BAKXNERRALFEEESEZIR(HE, X 200)

Fig. 2 Pathomorphology of various organ tissues of rats in various groups(HE, X 200)

2.4 &4 K& bk P IL-18.1L-6 #= TNF-o K F
S5\RFARA L, BRI sh-NC 41K B i

IL-18, IL-6 &% TNF-a /K °F ¥ 8] & F+ & (P<<
0.05); SHIAIZLA sh-NC 4l 4%, sh-FV 41 K

ML3E H TL-18., 1L-6 K TNF-a K3 0 BT (P<
0.05); 5 sh-FV A A, & 8 2 4K B i
IL-1B8. IL-6 Al TNF-aZK-FH B & (P<<0.05) .
UL 3,

2.5 ZuAkRbrPEHEmpATE HEF
AR R, B2 AN sh-NC 2H B e v vb ks 20
WP TR AR (P<<0.05); SHEERIZ I sh-NC 21
P, sh-F'V 2 K BRIV b vl 1 b 200 e 0 1 56 B b
JhEs (P<<0.05); S sh-FVALL#H, HEEEHKR
BRI 928 e R 40 A R TR B B R IE (P<Z0.05)
DL 4 F1 5,

2.6 BAXAbRTTHEAEIHAESFE 5
BF AR 4l g, AL sh-NC 2 K R 7+

CD4" T itk 240 g & 43 % S CD4'/CD8" T itk 2 41
Jif He AR B R AR (P<<0.05), CDS8' T kL 40 7
Sy TR (P<<0.05); BRI sh-NC 41 Lk
i, sh-FVAL R CDA™ Tk EL40 I & 2R
CD4'/CD8" T ik = 41 ffg be A8 W & 7+ (P<<0.05),
CD8" Tk L4 Ml | 43 F W W FEAL (P<<0.05); 5
sh-FV 4l tb#c, 1 & & R4 K Rl b CD4" T ik
EL 40 i 77 2 A CD4T/CDS8™ T ik I 40 Jfd Fb {8 1 i
B (P<<0.05), CDS8™ T itk 5 40 g 7 2 5 BH 2 7
f (P<<0.05). WEI6F7,

2.7 24K KM AR p-JNKL/2/INK1/2 F=
p-p38 MAPK/p38 MAPK W 4E 55 F AR H#,
A2 AN sh-NC 21 K U 41 21 p p-INK1/2/INK1/2
X p-p38 MAPK/p38 MAPK H{H 2 W . Fh s (P<<
0.05); 5#ERIZ 1 sh-NC 4 [, sh-FV 44 K i
fifi 4 20 Fh p-JNK1/2/INK1/2 K p-p38 MAPK/p38
MAPK b B & F ik (P<<0.05); 5 sh-FV 4Lt



424 TR R (ES¥R) #5248 H2H 20264 3 1
200 250 _ 150
i a T L
- L
o 150 * * = 200 x = %o O
= o0 g
< o £ o < 100f
< & 150 < N
@ 100 © 3 "
2 T = 100 = z
— = = 50F
o =) [
= 50F — 15}
2 g S0F ]
g 3 &
= _
& @ L 4 o & < 4 e
© S < < & % ‘c >
& X T @ ‘”& &
({\ ‘QOQ ?’0\% ?‘0\%
‘;}\w c}\'b %‘(\'b
A B C

"P<<0.05 compared with sham operation group; “P<20.05 compared with model group; *P<<0.05 compared with sh-NC group; “P<<0.05

compared with sh-FV group.
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Fig. 3 Levels of IL-18, IL-6 and TNF-a in serum of rats in various groups
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A': Sham operation group; B: Model group; C: Sh-NC group; D: Sh-FV group; E: Anisomycin group.
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Fig.4 Apoptosis of neutrophils in blood of rats in various groups
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'P<C0.05 compared with sham operation group; “P<C0.05
compared with model group; "P<C0.05 compared with sh-NC
©P<0.05 compared with sh-FV group.
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Fig. 5 Apoptotic rates of neutrophils in blood of rats
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in various groups
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Fig. 6 Distribution of T lymphocyte subsets in blood of rats in various groups
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‘P<C0.05 compared with sham operation group; “P<0.05 compared with model group; *P<C0.05 compared with sh-NC group; “P<<0.05
compared with sh-F'V group.
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Fig. 7 Percentages of CD4" and CD8" T lymphocytes and ratios of CD4"/CD8" T lymphocytes in blood of rats in

various groups
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Lane 1: Sham operation group, Lane 2: Model group; Lane 3: Sh-NC group; Lane 4: Sh-F'V group; Lane 5: Anisomycin group.
B: JNK1/2/INK1/2 ratio; C:p-p38 MAPK/p38 MAPK ratio. "P<<0.05 compared with sham operation group; “P<C0.05 compared with
model group; *P<<0.05 compared with sh-NC group; “P<C0.05 compared with sh-FV group.
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Fig. 8 Electrophoregram (A) and histograms (B, C) of expressions of INK1/2 and p38 MAPK signaling pathway

related proteins in lung tissue of rats in various groups
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