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WE: BHE UL Toll FEZ 1A 4(TLR4) B IUER 2 2635 J5 B MR 25 1A (CSE) X A SR L FEANIE (16HBE ) #H 26 564
FIBWFHM . FiE 20204 8—12 7, IR MR IR 9 A\ SR 1 R 16HBE 5 2 25 [N IR A, 5255 3 T4/ RNA (siR-
NA)TLR4-141 (hs-TLR4-si-1+16HBE) .siRNA TLR4-2 41 (hs-TLR4-si-2+16HBE) .siRNA TLR4-3 41 (hs-TLR4-si-3+16HBE) , %} i%
[ 1 % B A0 (NC+16HBE) |, 52 1) 5 Y 0 w0 5 55 38 A 6% S 7 (qRT-PCR) i 128 TLR4 5& PR e AR VT BR AR 5 A il CSEAE T
16HBE , S2B6 15 5 ML J5 19 16HBE 1E Jg 25 (% M4l . CSE 41 (CSE+16HBE) . siRNA TLR4 21 (CSE+hs-TLR4-si-2+16HBE) .siRNA
TLR4-NC £ (CSE+NC+16HBE) , Lv-TLR4 £ (CSE+Lv-TLR4+16HBE) , Lv-TLR4-NC £ (CSE+Lv-TLR4-NC+16HBE ) , qRT-PCR £
I TLR4 #% R T kB(NF-kB) LA & %3 H MUCSAC MUC7 MUC8 Z£[X mRNA (55, &R Sas X IR4M H , siRNA TLR4-
241 TLR4 mRNA 35 8 3 4K (1.00+0.22 [ 0.47+0.04, P<0.05) , KI5 hs-TLR4-si-2 8 TLR4 25 UTER A Fef siRNA . 5
25 [ 6 FZE AR L, CSE 4 TLR4(1.00+0.09 [ 1.81+0.18) \NF-kB (1.00+0.04 £ 1.65+0.11) \MUCS5AC (1.00+0.12 I 2.09+0.24) .
MUC7 (1.00+0.20 [ 2.21+0.26) . MUCS8 (1.00+0.11 H 1.75+0.06) mRNA 3 ik 24 1 7 (34 P<0.05) ; 55 CSE #H M [, CSE+siRNA
TLR4 41 TLR4(1.81+0.18 £, 1.43+0.17) \NF-kB(1.65+0.11 [, 1.12+0.05) \MUC5AC(2.09+0.24 [, 1.38+0.13) MUC7(2.2120.26 [,
1.46+0.30) \MUC8(1.7520.06 L 1.23+0.03)mRNA &3k BIFEAIK (3 P<0.05) , CSE+Lyv-TLR4 41 TLR4(1.81+0.18 [t 2.42+0.06) NF-
kB(1.65+0.11 £t 1.9420.07) \MUCSAC(2.09+0.24 H. 2.56+0.19) \MUC7(2.21+0.26 H. 2.72+0.33) \MUC8(1.75+0.06 £ 2.10+0.10)
mRNA FRA T (¥ P<0.05) . 518 TLR4/NF-«B {553 #% 5 CSE ity £E 09 50H S0 A ¢, B FURH DS R R A&
532 TLR4 HE R A, TLR4 (453 B 3R 3R 23 I CSE 3 3500 S 4AE K02 M BH ZE M A2 9% (COPD) , il TLR4/NF-k B {55 3 i
AITE— s FEHE T CSE Fr 3300 Al 4 4E K COPD .,
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Abstract: Objective To observe the effect of cigarette smoke solution (CSE) on the expression of related genes in human bronchial
epithelial-like cells after Toll-like receptor 4 (TLR4) gene silencing or overexpression.Methods From August to December 2020, con-
ventionally cultured human bronchial epithelial-like cells with I6HBE were used as a blank control group, and experiments were set up
for the small interfering RNA (siRNA) TLR4-1 group (hs-TLR4-si-1+16HBE), siRNA TLR4-2 group (hs-TLR4-si-2+16HBE), siRNA
TLR4-3 group (hs TLR4-si-3+16HBE), and another negative control group (NC+16HBE). Real-time fluorescence quantitative reverse
transcription polymerase chain reaction (qRT-PCR) was used to determine the best silencing effect of the TLR4 gene. Homemade CSE
was applied to 16HBE cells, and experiments were performed with conventional cultured 16HBE cells as a blank control group, CSE
group (CSE+16HBE), siRNA TLR4 group (CSE+hs-TLR4-si-2+16HBE), siRNA TLR4-NC group (CSE+NC+16HBE), Lv-TLR4 group
(CSE+Lv-TLR4-NC+16HBE), Lv-TLR4 group (CSE+Lv-TLR4-NC+16HBE), and Lv-TLR4-NC group (CSE+Lv-TLR4-NC+16HBE).
qRT—-PCR was performed to detect the expression of TLR4, nuclear factor-kB (NF-kB), and mucin MUC5AC, MUC7, and MUCS8
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mRNAs.Results Compared with the blank control group, TLR4 mRNA expression was significantly lower in the siRNA TLR4-2 group
(1.00+0.22 vs. 0.47+0.04) (P<0.05), so hs-TLR4-si-2 was selected as the best siRNA for TLR4 gene silencing. Compared with the blank
control group, TLR4 (1.00£0.09 vs. 1.81+0.18), NF-«kB (1.00+0.04 vs. 1.65+0.11), MUC5AC (1.00+0.12 vs. 2.09+0.24), MUC7 (1.00+
0.20 vs. 2.21+ 0.26), and MUC8 (1.00+0.11 vs. 1.75+0.06) mRNA expression were elevated (P<0.05). Compared with the CSE group,
TLR4 (1.81£0.18 vs. 1.43£0.17), NF-«kB (1.65+0.11 vs. 1.12+0.05), MUC5AC (2.09+0.24 vs. 1.38+0.13), MUC7 (2.21+0.26 vs. 1.46+
0.30), and MUCS (1.75+0.06 vs. 1.23+£0.03) mRNA expression was reduced in the CSE+siRNA TLR4 group (P<0.05), and TLR4 (1.81+
0.18 vs. 2.42+0.06), NF-kB (1.65+0.11 vs. 1.94+0.07), MUC5AC (2.09+0.24 vs. 2.56+0.19), MUC7 (2.21+0.26 vs. 2.72+0.33), and
MUCS (1.7520.06 vs. 2.10+0.10) mRNA expression was elevated in the CSE+Lv-TLR4 group (P<0.05). Conclusions TLR4/NF-«B
signaling pathway is related to airway inflammation produced by CSE, and its downstream related genes and mucin expression are regu-
lated by the TLR4 gene. TLR4 overexpression can aggravate airway inflammation and chronic obstructive pulmonary disease (COPD)

caused by CSE, and inhibition of the TLR4/NF-kB signaling pathway can reduce airway inflammation and COPD caused by CSE to

some extent.
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PR R (Bl il 8 T 3, o B TR R T
A EEORL BRI A2 20 40 32 PR 2 52 ) (R 46 il 5
RESH ). TEFRE, COPD M A2y 112, H
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4(TLR4) /& A F kB(NF-kB) {5 52 5 COPD < &
JiE SN, 68 1 (MUC) /& COPD 3l 26 W 5 0 T 1)
FE A B, ASEEF 2020 4F 8—12 il i
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SF TR R REANIE 16HBE TLR4/NF-kB {5518
#% AH 5 3£ X TLR4 , NF-kB . MUCSAC . MUC7 .MUCS8
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1.1 A8 ASCRAE BN 16HBE, W H i
TR A E PR A BRA R s DMEM =54 15 5% 34 11
H 3E [ Gibeo A Al I 4 IS (FBS) A A H A< HAKA-
TA A #] ;1ipo8000 % YL il 7 i H £ 2 K /A #) ; TLR4
UUER T4/ RNA (siRNA) JP 41 1 g IUTE A= 4728 )
A1 TLRA 53 38 JFopr i 1 ifg 3 DL LA Wl 5 A
RNA #2505 &1 B Life technogies 23 7 5 ¥ % 5
7 &4 H TaKaRa /A w] , PCR 59 i Sangon Biotech
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1.2 XWAHZE
1.2.1 A W@BEE&(CSE)#H & H il o HEH
CSE [ AR 30258 B, ) 1 S 75 40 CED e, 4 52 4
e 8 mg, B T &= 0.7 mg, IR —4A bk & &
10 mg) LA, I — KA EH: 244 DMEM 5
BB % BE 100 TC TR 5 3R, T 8 I 56 I B AR 55 4l i
BREFRIETD BEEFMRZE 5 mm AL KA IT 56 R
R FM BT ,0.22 wm 13k 1 1€ CSE J5# 7%
ZH A JC TR SR, BEAR X 320 nm KR RIS
BE L, 24 %G BN 1.00+0.05 B E X RN
1009%CSE"", —80 °C.H I ik VKA it 77 , B YR S 30 iy B
HEUECELA
122 @A s AR ALRE LR
16HBE 2 i /4 4745 N —~196.0 “C ZAURE i B, 3
T 37.0 CoK ¥ 5 v PR R S 2 20 i A R kA
TERE 5 N AR RS 2% 5 mL 2 28 9 5
(10%FBS | 1% 15 -4 55 2 WHLHE W 1Y 90%DMEM (5
BERE SR 1Y 15 mL B0, sl 250k 1200 «
min .0 5 min J5 F2% B3 . FIIA S mL5E &R 3%
SERR IR T AR M IO E 2345, AN RSB RS %8 T25 4
RS, BT 37.0 °CL90% 1B 5% —F Ak TC
B IRA P IE W R 95 . 2~3 d T i A 58 2 15 37
FE Y4 i 2 K5 57 U 1R 80%~90% B B 7]
(AW
1.2.3 TLR4 A B ZAERKZEHBE (1)TLR4H
siRNA J7 31 th b ifg DUE A= D B3 A 9 A Wl A
B AL 34N T B A% R , LA 2 Hh TRk
R AER siRNA, FFHI AR 1R .

(2)HE UL 24 h, 78 6 FLAR H R 5 BTG 76 42
B 3% 3 v B2 Fh (2.0+0.2) x10°/mL % £ () 16HBE,
fL 1.5 mL, 23 3G AL, 55— 2125 o R B
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PEXTHENC 4o A WIGERHREA & Ry 34N ATAEX
2RI =6, 25573 2H K AL FR 5 3 W3 2 IR .

(3) H 250 pL DMEM #i B 5 pL siRNA, F H
250 pL [ DMEM 15 72 38 B 5 wL 19 1lipo8000, 4%
WO 3~5 IR AT, i FHFE S min. TR A siRNA i
R NG Y], R T #E 20 min, WL EE
P AE] 6 LA, 4 1L 500 WL, Hi 5 48 55 SR
G5 K FRE TR . HYd U 24 h
YSUHE 15 7 A, WSO 4 L, {8 P S ) 2 't o 3 e S
R A B I (qRT-PCR) R H ()% K TLR4 1T
BREGCR , 0 e DT BR AR fe i 19 siRNA

R1 EHREETSI

B2 JP3I(5°-3")

hs-TLR4-si-1 E A : CAGCAAUCUCACUUCUGUAATAT
S 1] : UACAGAAGUGAGAUUGCUGATAT

hs-TLR4-si-2 iE11] : GAAAUAGGGAGUUGUCUAAATIT
F 1] : UUAGACAACUCCCUAUUUCATAT

hs-TLR4-si-3 1E1] : GCUUAUAUCCUUAAAGAAAdTAT
J2I] : UUUCUUUAAGGAUAUAAGCATAT

NC 1E [ : UUCUCCGAACGUGUCACGUATIT

J2 1] : ACGUGACACGUUCGGAGAAdTAT

R2  Toll BEZ AR 4(TLRA)FER TR PS8 o020 b T ik
4151 FHr i

A YL 25 AR DMEM
B4 :siRNA TLR4-NC DMEM+NC

C41:siRNA TLR4-1
D41 :siRNA TLR4-2
E 41 :siRNA TLR4-3

DMEM-+hs-TLR4-si-1
DMEM+hs-TLR4-s1-2
DMEM+hs-TLR4-s1-3

124 TLR4 A B A5 AT XEUE R
H 16HBE JH 4k . &5 .0 L & 5 DA (2.0£0.2) X10°/mL
R SIREFN T 6 LA , FEAL 2 mL 58 1 FR AL 7
24 ho 24 hJE4IHEK % 70%~80% Jo B, 5 57 fif
SEARE R, WERTJCHE R 1.5 mL EP 4, 45 EP
BRI 125 WL BN B I35 KOS DMEM
R IR L P LA 2wl i E A Ly-
TLR4 J5tkr, 5340 1IN A S5 1Y Lv-TLR4-NC (B 7%
X B JFokE , BT R FT 3~5 UK, 4 A 4 plL Li-
po8000 F YLl A, A ATIR S, ZIR T A 10 min
R GRS . RRAE ARG TR R %
B SR ASE TR Th 4k S 5% .

1.2.5 qRT-PCR &40 TLR4 & F %k feid £ ik 5
16HBE 48 % % B mRNA #9 & & (1)5256 4020
3, (2) W AR A A TTUE , TRIzol 12771 2 H 4t
RNA, PR 420 RNA ¥ 5% B cDNA , qRT-PCR 45 l]
£ 21 16HBE "' TLR4, NF- kB, MUC5AC ., MUC7,
MUC8 mRNA ik /K-, 2% 46 45 51 9 & 4 fr

TR o (3) 758 345 41 1 CUIE T [5AF , 4 FR 2700 e A8 0
9 AL

®3 LRH LA

21 5] T
A4 2 HXIR DMEM
BZH:CSE DMEM+CSE

C#H :CSE+siRNA TLR4-NC
D # : CSE+siRNA TLR4

E 4 :CSE+Lv-TLR4-NC

F 4 :CSE+Lv-TLR4

DMEM+CSE+NC
DMEM+CSE+hs-TLR4-si-2
DMEM+CSE+Lv-TLR4-NC

DMEM+CSE+Lv-TLR4
1 : CSE R AFAHAN S5 1, TLR4 2 Toll FESZAK 4,

1.3 FitFEFHE K SPSS 26.0 B #ef7 583t
FERFRYILLE + s TR, A AR Ny
25508, Z2 2L IR) I T I 1L 38R T SNK-q R B o P<
0.05 KA 22 A Gt L.

2 #R

2.1 TLRAEREREMBMBRMIE SEAXTRYA
(AZH) A, siRNA TLR4-1.2.34H(C.D.E #1)TLR4
mRNA FIEPIF#K(P<0.05) . 5 siRNA TLR4-141(C
ZH )M Lt , siRNA TLR4-2 20 (D 41 ) TLR4 mRNA ik
[ A% (P<0.05) 5 H: v siRNA TLR4-2 41 (D 4 ) TLR4
mRNA £ ik e M. TR G 22 5050 b, % £ hs-
TLR4-si-2 1F & TLR4 3£ [H U1 2R 1) fix {3 siRNA,
W25,

RS TLRAFEH EAEDTERRCR I 6 5256 H 45 40 TLR4 mRNA
AT H B R /x + s
215 BRI P

AL = I IR 6 1.00+0.22
B#H :siRNA TLR4-NC 6 0.98+0.21
C#:siRNA TLR4-1 6 0.80+0.09"%
D4 :siRNA TLR4-2 6 0.47+0.04729
E#H :siRNA TLR4-3 6 0.62+0.05"2%
FA8 16.94
P1H <0.001

1 TLR4 N Toll #3714 4,
O AHMIL, P<0.05, @F BLHHM L, P<0.05. @FCHH
I, P<0.05,

2.2 TLR4EEF BT FRIAG 16HBE REXE
mRNA BIRIE 525 O IRLL (A 40 M LE , 2564
BAEhR mRNA FEA4 715 (P<0.05) ;5 CSEZH (BZH) A
It , CSE+siRNA TLR4 4 (D 4 ) & 46 bk mRNA P&,
CSE+Lv-TLR4 41 (F 41 ) £ 48 #% mRNA R ik T+ (P<
0.05), 5 CSE+siRNA TLR4-NCZ4H (C41)AH L, CSE+
siRNA TLR4 ZH (D 41 ) TLR4 mRNA &1 (P<0.05) ; 5
CSE+Lv-TLR4-NC 41 (E 41 ) #H b , CSE+Lv-TLR4 41 (F
Z1)TLR4 mRNA FiA T+ (P<0.05), W36,
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e 3 -2 Rl EE Akl
A FFAKE bp (5" —3") S (5'—3")
B-actin 96 CCCTGGAGAAGAGCTACGAG GGAAGGAAGGCTGGAAGAGT
TLR4 144 GCCACATGTCAGGCCTTATG TTGGTTGAAATGCCCACCTG
MUCSAC 134 GACACCAAATACGCCAACA GGGTCGTCCATCTTCTGC
NF-kB 110 GGGATGGCTTCTATGAGGC CTGACTGATAGCCTGCTCCA
Muc7 83 ATGTCTGCACAAACGCTGTA TAGGTGGCTGGTGAGGAT
MUC8 191 TCTTCCTGCTTCCTGTTTGTC TTGTGATGCTGCATACCTTGA

1 : B-actin 2 B WL 1, TLR4 Ay Toll BESZ 1K 4, MUC R B 11, NF-xB A K1 «B.

£ 6 TLRA L UTEIRANT 23505 441 TLR4 NF-kB MUC5AC . MUC7 .MUC8 mRNA #HX} 535 B [L# /% + s

21 5] EE WL TLR4 NF-«B MUC5AC MUC7 MUCS
AYL 2 H XTI 6 1.00+0.09 1.00+0.04 1.00+0.12 1.00+0.20 1.00+0.11

B4 :CSE 6 1.81+0.18% 1.65+0.11% 2.09+0.24% 2.2120.26"Y 1.75+0.06"

C 4 :CSE+siRNA TLR4-NC 6 1.91+0.227 1.66+0.10” 2.130.18% 2.27+0.42% 1.82+0.03"
D4 : CSE+siRNA TLR4 6 1.43+0.1772% 1.12+0.05%¢ 1.38+0.1302% 1.46+0.307% 1.23+0.0372%
EZ4H : CSE+Lv-TLR4-NC 6 1.83+0.157 1.68+0.117 2.1620.127% 2.29+0.347% 1.77+0.06"%
F41:CSE+Lv-TLR4 6 2.4220.0629%% 19440077299 2.56+0.19P29YF 27240.3309YF 2 10+0.1072Y
FI& 96.18 57.61 80.42 22.75 44.19

P1H <0.001 <0.001 <0.001 <0.001 <0.001

TLR4 N Toll B2 A& 4 NF-k B N A% K ¥ «B,MUC B8 1, CSE J & HH 10 2575 7 o
OF AL, P<0.05, @F1 B, P<0.05. @F CLHM L, P<0.05. @HID LM L, P<0.05, ®FEHA L, P<0.05,

3 iTig

H I 20 COPD & 5 MR AR 25 S A B0k
KR W), FIMINZE A OR ) o 2 /04255 7 000
ik 2 4 o AN 55 /0 70 FhBUR B IR . A HE 0 55
NGB 52 B BURTE B A 8 3 PR3, S GE 2
A 3t o 1) 1 FH S B IS 41 B T B R S E T FRAIK,
MTTHE AR ) R F D o) 550 RN B AR AN 2
B R AN BV 16 T, 2 5 COPD &0 1) Sk ik
TR LARRAE P B O Ay A P M S RN T
TR Wb, B A I T B R TR R A R [
AS2 A i 4 5 20 L T 9K B 200 AT s A B
IO 1 9 240 R T B 22 i 2 M A T A 9 11 40 A
F (IL)-6 .IL-8 M R FEIH F o (TNF-o ) S At 5 14
A0 I, 33 B I i T R Al ) 245 440 IR 10 4 i 2 A
M ECOPD KA 4 J8 o WF5E 4 B, 18 BELA 22 fin
HE AR A A B T BRI T T R 1003 (AR
F4 I R ORI T i RO S BRI iFoE R
CSE A 7E Z2 B ifi vt 1 Bz 400 it 2= Gan il g b iz 40 e
AS549 il L3k DR AR g b R 40 HA41 45 DL K N JFAR
/NGR4T SAEC 5| R AU AR I BOR N , CSE
TE SAEC H fish 2 NF-kB 115 £k I HL A £ 4 240 it P57
B TR RIS AT ART e Ak 1 B 20 i 2R B A
AN FE 2R AR L AN R i F 5 ™, 16HBE L
HoAh N SRS 1 B FE 40 I A BEAS-2B B AT B 1)
20 i ] 2 kP LA B O R A K (o A5 A A LD 17
BhFFT PR S 2R 1 20-1 AL 2 453 & (E-cad-

herin) 7F 16HBE AP ik i 5 . B Fft 4> 7 20-1 X E-
cadherin 7352 5 T T 5538 I % 5B GE
K11 B T RN R R 3 4, ok S i PR T 4N e
S BHAE T R UR S A YA T RE E R
T2 BRI, BRI A OE b 4 2
AR, 53 20-1 M E-cadherin B 3 15 U
/el CORA NI, 5 16HBE 400 AH [, BEAS-2B $
155 BB D) RE IR B2 32 400, X L 1R %5 16HBE 2 ffd
HE A T BRI BB WF 5T, X BEAF oY 45 SR K 0
L6HBE 2 il v] /5 S B 5% 3348 b Bz ot s ) i R 9
15 J 200 16 ) 375 27 R T A IS AR AR AT ok ST 3 i
CSE X} 16HBE 2 il il 3% , #803 th 4% & COPD 1) 4 i
AL

Toll #2214 (TLRs ) J&— 2 X% I AH I 73 F 12X
RPN A 2 AR S , B AT 101 1051 2 i
(TLR1~10) , TLRs [ 40 M 535 535 1L-1 52 4R K% &
FEARARL, B AR R TIR 5483k (TIR) , ELUE S 4 Ff TLRs
BT RE TR0 DA A e 21 4, AT BH I 2L s 40
JE Z2 G 3k TLRs PR 900 8 Sk A6 00 D A 2
7810 Horp TLR4 S — b s B AR 11, = s g IR
S AT A AR S R 43 o =2 BV T R s e
50 0 A 2% O T ) S 22 A R TLR4 A BE A, 3 Fif
TCE PR R G A% O FRAIE 22— 32 TLRs S0 1
A= Wk ) G R N A e LR S L T A
TLRs 1% — /> 3 [7] 09 75 5 38 % 5 30 NF-«B 19 9%
{5, TLR4 32 Jg 288 55 J A 5 il 4 TIR 2%
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o 8 1) 1 25 2 1 MyD8S, A7 — R A B Ak S iz %
L BRI Zhisis NF-kB, #E AAZ N5 DNA 45 5 37 5
ShiG o sl R I R S) |, BEIER I S E 41 M R 1
T P N R — 205 S B R T MUC i i
P BEAR  NF-kBAE S BE T 1 iR i 428 o] 42 ) S 2eh
W, 8T AR S B MUC 177 2B G
B MUC, HA B 5 ) 52 Ao o 1, o s =
Y] 38 2 B IR B AN [R) B BB M IS e AR 2 M R
T, LR IR C A1 B w4 R AR R TP AR A
J7IZ B9S2 MUCSAC, iZ 5k N 32 2 NSE R AR T IR RS
Jift o WFFEIE B MUCSAC /2 0T 915 5 7= A2 1%, COPD
5 E MUCSAC A InA ¢, H MUCSAC 3Rk
5 B ZE B A DG T LA AR R 55 3 T
JirCOPD A if I Bz 40 Jfl v TLRs 551 MUCSAC 119
FEA S Kesimer % 7RG K B, 45 FI L 2R 1 7R Y
SE B A AEAE , MUCSAC 5E o7 T 1% F2 S B Rk 41
JL, MUCT & A0 T 25T B 2 W 40 B , MUC JE 2 T
BT NR G RCAN M o X S A0 A T 43 06 11 78 2 L
6] HEF I B T — A~ WU ) AT 2 1 26 T BE
PR R Bh AR B BFSEE BT T i COPD A
BHEE A P

ARSI 38 35 X TLR4 FE PR AT R DL S ot = iR 10T
FEASH - CSE 7] 383% TLR4A/NF-kB {5538 % , {fi TLR4
5 mRNA £ 35 Fb w5, HON i 20 F NF-«B K
MUC5AC . MUC7 .MUC8 mRNA ik T} . % TLR4
LR PEATUUER TG , TLRA/NF-kB {55510 56 10 34005
L JH, TLR4 2 [ mRNA 38 FEAK, T T NF-«B
K MUC5AC . MUC7 .MUC8 mRNA ik FFA% . 1024
TLR4 B K i 2635 7 , TLR4/NF-kB {5 5 18 % (9 1
JEE VTG TLR4 K2 mRNA Rk B E T E (558
B% T W () NF-kB } MUC5SAC . MUC7 . MUC8 mRNA
FkTHE . X F W TLR4/NF-kB {5 538 % 5 CSE fif
FEA I AGE RAEA &, HIL R U SN R B
FiK 52 TLR4 [ 45 , TLR4 38 3o 157 4 75 11 MyD88
%% NF-kB {5 5 §%", TLR4 iy ot E Rk & &
CSE 53y < 38 4 4iE S COPD, 411 ] TLR4/NF-«B {55
538 B TR —E B IR CSE BT S B A E R
JiE J2 COPD. 47 1 #5 55 > WF 58 & BHL, COPD i A 4N
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Study of risk factors for the development of benign paroxysmal positional vertigo in 87 cases
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Abstract: Objective To explore the risk factors for the development of benign paroxysmal positional vertigo (BPPV).Methods A
total of 87 patients hospitalized at the Affiliated Hospital of Xuzhou Medical University with confirmed BPPV were selected as the
study group, and 51 healthy individuals who were examined at the hospital during the same period were selected as the control group.
General information, past medical history, neck ultrasound, blood lipid analysis and head CT were collected between the two groups,
and lipoprotein-associated phospholipase A2 (Lp-PLLA2) was measured by a scattering turbidimetric analyzer.Results The detection
rate of neck plaque in the study group was 44.83% (39/87), which was higher than that of 19.61% (10/51) in the control group (P<0.05).
The mean rank of Lp-PLA2 level was 76.02 in the study group, which was higher than that of 58.38 in the control group (P<0.05). The
detection rates of hypertension, hyperlipidemia, and history of lacunar cerebral infarction in the study group were 16.10% (14/87),
41.38% (36/87), 63.22% (55/87), respectively, which were higher than those of the control group (3.92% (2/51), 8.05% (7/51), and
39.22% (20/51), respectively) (P<0.05). Single-factor analysis was performed to screen for strong correlations (P<0.05), and inclusion of

multivariate logistic regression analysis suggested that the combination of lacunar cerebral infarction (OR=3.13), neck plaque (OR=



