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[HZE] Br WEs 8 AALUb 3L Sk i (lactoperoxidase, LPO) f 21 ifg St 5 K H AR A [ 25 78 5 18 P4 41 41
BRIk 22 5, I 0125 2 B 4 B (0 8 BR 18 (Staphylococcus aureus, S. aureus ) EFH X LPO ik W EEH . H ik
T 2 1 5 [ B i [ N Dok S5 PR % A S 1) S R 5 280 U 2 2 30 B0 A i 2 S 2 00 ) 048, 20 LP O 1) 400 SR R
HAEAR R B 5 B H A iRk 22 57 . FIH RT-qPCR I 22 20 Ak BRI i JRAE AR LPO f4 58 BB K 2 1 R ik ok
o KN B T R KT S, aureus JEAEXS LPO RIKMIHEMEMN . &R LPO EZh 1 J R B4k 41 g =
AL TR S E Ko EONEE S B A ZUrh R A B AR T AR BA B R A 4, B 7R IF v WOk 40 i & 5 Y (non-
eosinophilic chronic rhinosinusitis with nasal polyps, non-ECRSwNP) 2l 21 i fi) & 1k fe fik . & B A (It H non-
ECRSwWNP) % I8 T g4 40 i e 491 522 20, 55 LPO ik K R #R IEAH 3¢ . RT-qPCR H14 28 21 1k e (0 31F 52 54 KL A
A LPO mRNA K FIFRIEE T, /AN BB RIIESE S, aureus B A REBZ M 5 F K LPO (3£ 3ik . 4518 LPO &
FLOR R F B T R A A0, A 12 M 8 52 R £ 8 A (chronic rhinosinusitis with nasal polyps, CRSwNP) Ji. H non-
ECRSwNP #3350 T AF BN S 3 B, O 5 36 B IR AR B OG0 S, aureus 5EFLRE S T IR /)N BB 256 T
LPO B3R IE, $278 LPO iR 3RIA T iE S 5 CRSwNP il Bt i 2 il 9 32 464
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[ Abstract] Objective To investigate the origin and expression of lactoperoxidase (LPO) in distinct
nasal polyp subtypes and the impact of Staphylococcus aureus (S. aureus) infection on its expression.
Methods Published single-cell RNA sequencing data of nasal polyp tissues and control nasal mucosa tissues
from both American and Chinese cohorts were analyzed to identify the cellular origin of LPO and its
differential expression across chronic rhinosinusitis with nasal polyps (CRSwNP) subtypes. Clinical

samples were collected to validate LPO expression at the mRNA (RT-qPCR) and protein
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(immunohistochemistry, THC) levels. A mouse S. aureus nasal infection model was established to detect

the effect of bacterial colonization on LPO expression. Results LPO was primarily produced by
submucosal glandular cells. Its expression was significantly lower in nasal polyp tissues compared to control
nasal mucosa in both cohorts, with the lowest expression observed in non-ECRSwNP. The proportion of
glandular cells was markedly reduced in nasal polyps, particularly in non-ECRSwWNP, which was positively
correlated with LPO expression levels. RT-gPCR and IHC confirmed LPO expression was decreased in
polyp tissues. The murine model demonstrated that S. aureus colonization significantly suppressed LPO
expression.  Conclusion [PO is predominantly produced by nasal submucosal glandular cells; its
expression is significantly lower in CRSwNP-especially in non"fECRSwNP- than in non-polyp nasal
mucosa, and is directly associated with submucosal glandular loss. S. aureus colonization downregulates
LPO expression in the mouse nasal mucosa, suggesting that reduced LPO expression may contribute to
mucosal barrier dysfunction in CRSwNP.
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18 P B 5% 4 (chronic rhinosinusitis, CRS) 42 £ 5%

e G 1 2R B ) — ey B2 S B M P S RE R A 4
BRI SR 500~ 13 06, LR i 23 WA A8 AR T T
EIFXH AL S T T E A AR R A B
W, WK CRS 43 18 M 5 82 R A B A (CRS with
nasal polyps, CRSWNP) J& & ¥ & 5 & A 5 W
(CRS without nasal polyps, CRSsSNP) % #i 2 # | {if
TR BN, 5 5 A, HORHR YT 1Y N A T 2%
H BTA EMEIS T CRSwNP 1% A= FEAL ) 18 A 5 gk
— L

CRSwNP Al DL it — 2 53 S 0§ 1 Rr 40 i 1k
CRSwNP (eosinophilic CRSwNP, ECRSwNP) % 1
W& PRk 40 g f: CRSwNP (non-eosinophilic CRSwNP,
non-ECRSwWNP)™ . &b I 57 Bt B Bk B 9 D B B0kE
) 5% g UL AE B R G R KR CRSWNP &
Ll R EEE . PR KRS, aureus 55 41
R TE G R 1 E M DA S AhEE R SF AN TE Y 5 CRS 1Y
K VIA L. £ CRSWNP (B #5 & B A4
ORI S, awreus . £ b B B (Moraxella
catarrhalis) 5% BR 8 (Streptococcus) 25 U w1 .
BRGSO B B B R AR B A S e a2 e
PSR P 1 42 55, R b 1z 240 M R G B A4 78 % 4y
WA E BRER A T I LB TR K A R E A g R
R S i S R S s S S S
S, bR B G 37 R HG 0 N E T T ) o 3R G 1Y R

R Z R CRS WL RIRRIE =7 AR, Sig
JFE X IR ZH AT HE , CRSWNP (B 1 B 40 il 2 35 0 %5 1
fiti \S100A7.S100A8/9 . B-Fi 1 % %5 ¥ 1§ & 1 K F
REA

L id H AL W (lactoperoxidase , LPO ) J&— Fit IfiL
21 % ok A AL W i, HR T HL0, 48 16 B B F SCN4R
16 BA BUEAE B OSCNT7' . LPO A S By Hi#
HL I E R0 7 # 2 BK R L BE BR KW 3R A AN
15 BB R 2 22 Rl R GE R DR T . RAE LPO FEIT:
WS 75 0 v 2 4 R AR (H AR CRSwNP H Y 4
FEE . HATE A SCHRYHREE LPO 78 5 B 4 4L
IR T IER F S P44 HLPOTE & B N4
2 A i e R A A W) 2 R L IR 2 b Y R Gk 22
S B MGk B 532 S, aureus WITEHE ¥ AR WARIE

A5 B TE B G IF 5 24 540 i 5 S 4
P ROHE 245 A I R AS 20 222 43 B, B B LPO #E R
] 25 70 B 2 PR A AR B R R M RaR 25 R 0F i — b
I 3 g 0 B SR AR TS, aureus S AT X
15 F SR LPO RIK R ¥ A4E T, LU AN ) 2 Al
S 5L P RS HE IR T SR AR A B A A S A AN

OB Ak
Mg A I A RNA I T 5 ok U5

Ordovas-Montanes %" % 38 19 CRS 4 & 5 A &
A B R TR 2H A PR i RNA T 2088 (R VR T8
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SCEMFEAABE) s Wang 5 i3 19 HE X IR L CRSsNP
LB 5 & ECRSWNP/non-ECRSwNP £ &, P 25 41
Y20 6 B S5 A RO (R A E R A S B
Genome Sequence Archive, GSA; & % =
HRA000772) .

16 R RT-qPCR M 4l AL REA R
U852 BRI IR B i ) s B 47 5 1 B - R AR
H 224 CRSWNP 35 54 CRSsNP B & 10 ] 5
TR IE TR B U AR AR CRS A 1E M IEH
XFHEZH . CRSsNP HI CRSwNP 2 Widy i 2 i b [ 18
PE LS RAZ W FIIR T 46 B L I2 W AR IR RE IR L 5 9 45 K

x1

BFECTRA. A BEAR 1A A R T
F WO A AH R ETR YT 25 . A BT ] DT AR 4
W R BRI PR e R R e T 4T A A
JR R MELF B RS A B B G P A B 1 R
BEHERR o A IE AR AR A B 2R B IR - B 0k B R e
12 D3 S e (HEE S 0 2023 18 W 556 2022152-1
) I AR T A R

ECRSWNP 5 non-ECRSwWNP ] 5 5 T 5 4%
T T g TR PR 4 R o R A L BB =100
FE XN ECRSWNP; <<10% 4 non-ECRSwNP,
HEEWE L,

BEER

Tab 1 Patient information

Sample size 10
Age (y) 18-63
Gender (Male/Female) 4/6

1
0

Combined allergic rhinitis

Combined asthma

10
19-68
6/4
2
2

AR CRAEREAR S JC B A B R K
Pt 20 2 3R THT 0 IR/ M T LV T 4% 2R
T i [ 8 DR A, ST SR EAT G e A Ak Y £ 38 A 4l
LRI 5 BT Trizol[ & 5 (1) Y BHE A BR
o8 A TR AT -80 (CUKAR , I 22l T RT-qPCR.

SRS L E 2 PCR(RT-qPCR) 3141 FHf A7
T Trizol th (Y ZH LA HE B RNA . FJ | HyperSeript

III SuperMix for Qper with gDNA Remover it % 5 i
700 & U DL (L) A= W B AT R 7] DR RNA 5% 1
cDNA, &l ChamQ Universal SYBR qPCR Master
Mix 3] 3 (P T v A BB BB 43 A BR 2% 1) T )
J2 WA % L 7E LightCycler 480011 %€ % 1 f PCRAY (Hi
-+ Roche 24 7] ) [ #4F RT-qPCR &M . 514 )5 4]
W2,

&2 RT-qPCR3|#1F 7
Tab 2 RT-qPCR primer sequences

Human GAPDH-forward
Human GAPDH-reverse
Human LPO-forward
Human LPO-reverse
Mouse-B-actin-forward
Mouse-B-actin-reverse
Mouse-LPO-forward

Mouse-LLPO-reverse

GGAGCGAGATCCCTCCAAAAT
GGCTGTTGTCATACTTCTCATGG
CTCTTTCTCCGCGAGCATAAC
AATGGGTAGGTAGTCCCTAAAGG
GGCTGTATTCCCCTCCATCG
CCAGTTGGTAACAATGCCATGT
GCCAGCGATGATCCAACTG
CGGGTGCTATGTATCTTGGTTGT

EANEE GAEALS B[ 22] P E
J7 iR I AR AR o B 412U A A S U0 AR 4 pm
WAL WA R . YA 4 62 TR A 1 h R R
K AL AL PG B T Tris-EDTA 28w vh i 47 5 5
B5 . VIR LL5% BSAE MG, LPO —$i(1:
100, 5 EH B W /RBHE A A 4 CHRE LK.
PBS ¥E ¥ )5, i i HRP AR ic i — 41,37 CH &

30 min, FF¥K PBS Pk )5 LA DAB & 4, 95 AR &
e SRERWE RS Ak B S AW BB I L K L
R 375 B Ak Ak B R R

BYAK RNA N F 8BS AE WE LA
B Si 28 Ty A 4R (55 B NHE - 6 1] CRSsNP 5 6
CRSwWNP; 1 [# A #f : 5 6 fd 5 xF B4 .5 4
CRSsNP. 5 fi] non-CRSWNP . 6 | ECRSWNP) 43 51|
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2t Cell Ranger (10X 5 ) B0 AE & J5 1A A 5% 45
FER -2 B ROR P . RS 7E R 4.4.1 TPl ] Seurat
5.2.1 8 —Ab B - S B AR ) 5 R H0<<200 7 B LKL A
B s 5 T > 15007 (I BT L 40 M, O B8 R e — 4
Fr I 4F (unique molecular identifier, UMI) &L % >
12 000 FY ¥ 75 X205 [] B 3 98 72 2 F 3 4> 4i i b
FIRMMCFEEE I A . Bdi R H LogNormalize (scale.
factor=10 000) 58 B I — 1k b xF BO% e, 42 B 24
2 000 4~ 1 48 3 A 5 & ScaleData 45 iU 5 B % JE 17
PCA 73 #7 (Hi 30 4~ E 43 ) , i 48 Elbow Plot 4 HUHij
204> 32 1 40 1) AR 42 1R T AT Louvain R 28, 1401
Rt AL 28 3k #x A (t-distributed stochastic neighbor
embedding, -SNE) il 48 — il & & & 5 % ¥
(uniform manifold approximation and projection,
UMAP) HI T I B A o 4 B 28 A0 42 SOk b a0 i -
RS, AL ARG A R DR AR TR BK Bl 1Y 1B 2 R 2k
T #  WOR BAMIAT S IR B G

S.aureus W ¥EFE i A VY AR 4 0 LR A R TR
(methicillin-resistant S. aureus, MRSA) USA300 #Y
R 9% il 26 2 BEOSCHR [ 23 |0 ik 04T o B S. aureus
U A TE R4S LE I i BRI P Al (b TR B S SR W H R
AR T, 37 CHE i 15 FRAH o e 75 3 1, M 3 g ~F
M b PR B 7% % TSB (Tryptic Soy Broth) 15 57 5
(2 EFEE CHIRBHL A F]) , T 37 “CHEIK 180 r/min
R IR o B K TR VR A R 10 100 1Y L 3] EE i A
ZoHE TSBE SR R X BUE K. B L
4 000X g 7E 4 “CES.L 10 min, F PBS ¥E% 3k, R 5
TEJGW PBS HE B WE 9 110" CFU/mL. il i
W 6 RE (Dy,) IS B CFU $0MH , 1% 80 76 5742 Lt
M BERE-Bi b1 57 3 A5 B Sk

INER S aureus B BE B R B o~8 A ME 1
C57BL/6 /N U T A7 JH it 052 56 3 ) B B AT BR 2
Al o C57BL/6 /N BT 53 98 %6 R B I, R 1X 107
CFU/20 pL. USA300 B ¥k i A /s B B i 4 57 8 g
BERY . 3 R WIS RS RS 20 20, A9 3R 5 Uk A 7E 1fiL
WGV MR . 37 “CAN s TR A L 35 37 L X S, aureus
W& AT, T A sh W S R IR A HOR A2 |
T R e SE 00 2h W A B 2 DL o A o (AL oS
202309009S) Y T5 24T .

gZitZ o FodE A Prism GraphPad10 %k
PR 3EAT Gt o0 B, WA EOHE 24 LA Mean + SEM (1B
AR I, 2 N7 AR AR (R Y 22 S o R C R Y
Student’s K 5 917 FL 8, P<<0.05 N 22 %A Giil2#
B, ZH 5 R 4 52 55 3% 11 R ] One-way

5 Two-way ANOVA, Jf-ffi F Tukey 2 5 b 4 5
XA A] PR AT AR TE o A RNA I S8 1) 48
JiL 25 Y L 451 B ¢ < >R FH B 240 i DG 3G 1) TR 5 2k i A AR
(mixed-effects modeling of associations of single
cells, MASC) J7 ¥ , B 5 T1R 45 &40 32 48 0] )5 P74l
ZH 565 H A 40 B LG A9 04 52 ) O R AR B Sk Bl AL
R DL AR A AR 22 e 2R R P E R
Benjamini-Hochberg 4 i # 17 FDR # 1IE . X F
LPO 3k & A F BT 26 05 K 20 M L ] 0% A1 OC 7
S M, SR A B /N 3 7% (ordinary least squares,
OLS) fij B £& 1k Ml A BE R o 8 5 43 il XF 4 /4> 7 Y
(Control ,CRSsNP ,ECRSwNP .non-ECRSwNP) %
B LA [l U 28 I fi H extra-sum-of-squares F £
55 L AR A8 5 A 5 45 R WK 4 4% I IH 2600 B 2
S (F R P=>0.15) , Ui B 2% 37 A4 0] 0y ] — B 1A Y
FREAS . TERCHTHR T, FRATAE AR ARG R — H 4
B A (L [F] e LRV ) K 4 HFEAR B I — 4%
OLS A HZE , 3T IF 4l &5 B AR RHR BB o D R
R B 9500 CT, AT 4G 8 LPO 3 35 Ht 5 iR R 4
i L A7) £ 4 A o

45 ES

LPOFEEMFLEETHREAMBERER
R RIE T T Ordovas-Montanes 257 #f 1 1Y
PR B i 2 O AR A L R O -SNE AT AR S T
B Louvain 5 28 J7 7 6T 240 i 53 8, 00 Hh 2 S 4 A
(basal cells, KRT5) ., T 3 41 Jfl (apical cells, KRTS) .
4 B 4 M (ciliated cells, FOXJ1) | if & 41 i
(glandular cells, LTF) . N 5 41 il (endothelial cells,
DARC) . % £F 4E 41 Jfe (fibroblasts, COL1A2) . 3% 41
Jitd (plasma cells, CD79A) & & 41 il (myeloid cells,
HLA DRA) T 40}t (T cells, TRBC2) Lk K AE K 41
Md (mast cells, TPSAB1) (Bl 1A) . LPO F E ik
T LR R BRARAN A , 76 CRSwWNP & B A H % 3 35 11K
T CRSsNPHEE AR IAH LU 1B) . LPO FIH] H,
O:A# b SCN 4k OSCN -~ & #41 B D g, WU 1k
figs (DUOX1 Ml DUOX2) fit 57 <18 I} H. O 7~
Ao i —athEm, BB LK FERE
DUOX1, HAE 5 B A 5 % B4 202 [ (1 36 3k T
2 (E1C) . L EgR Bk T BT R
YA Y LPO 7 S 2 A v Y 33K 0, 1 0 45 R )
HoO:4E 11 DUOX 1 A WLk s
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f Celltype B LPO
50 - CRSsNP CRSwWNP
. » Apical 50 ¢ 50T
Il s Basal
250 g * Ciliated
” P ..+ Endothelial 25+ 25t
. b+ 7 » Fibroblast i
3a] g 2 L] £ 1
z or A + Glandular ol o ' ol
. Pt Mast cell Z v 8
-251L = g * Myeloideell = =
% * Plasma cell =25 ¢ 25 +
75 * Teell
_50 : R - t [ 4 ' 1 L
- 0 30 20 50 ' ' '
40 AR ’ 300 0 30 30 0 30
i {SNE 2 {SNE 2
"
M == CRSsNP
% 0.06 - % ) M
i
S 0.04
k=
s I L
Zo0t ’Jﬂ
1
: i =1 I
> > > D 5 ; D> - N N
¥ & & F &Y L S
w o 3}0\ -‘0‘0 & W &fb A
<F < & ) q\r:,‘-‘

A: The t-SNE graph shows the cell clustering of the nasal mucosa tissues; B: The t-SNE graph shows the expression of LPO in nasal polyp

tissues and control nasal mucosa; C: The expression of DUOX1 in different cells. ns: Not significant. (Based on single-cell sequencing data of the

American population).

1 LPORDUOXIEEER
The expression of LPO and DUOXI1 in nasal polyps and control tissues

Fig 1

LPOEHFEAHEERAHTRIEZETIHESE DUOX1
RIEARHEEX BEAMR BR, R4 ECRSWNP 5
non-ECRSwNP & B NA AP AEYEAEES,H
LR ECR B FE AR E 2R, LHS. aureus 1F
non-ECRSwNP H1 /) 3 # & & . Ordovas-Montanes
SRR 5T 32 IR A 2 0 A o B 8 4 i 2 1 K
AR B 52 ), 358 Y S 2 TR RE AR S [ BT ) DG R T 52
R CRSwWNP f#5 J Bl &) UG B 2 78 I 0 2 45 95
(aspirin-exacerbated respiratory disease, AERD) /&
# ,{H K % ECRSWNP/non-ECRSwNP = % 43 %I
Ry B R o ARG B R ATTOR B Wang 457 i 38 Y v
NBEBE 4y B LPO 3R 35 . 14838 ik UMAP AJ
AL 50 W B2 X KRTS EPCAM™ & Fz 41 i &
BRI ER, o RIK M (KRTS, TP63) (#f
AR/ 4y Wb 4 S (MUCS5AC, SCGBIAT) | £F & 40
(PIFO,FOXJ1) JRRMM(LYZ,LTF) & ¥ 4 i
(CFTR,FOXII1) X L I Jz M s (ACTA2, KRT14)
(Kl 2A 2B) . Z5 3R FEAE A LPO F %l b AR

AR RER[PHRIE

TR0 7= AR, HAE CRSSNP 5 i B 21 B 6 58 11] 26 3k
TS MAE B B g8 2 R, L H
non-ECRSwNP & 5 A 2 41 19 3% 38 i K (&l 2C .
2D) . [ FRAT A B T LA Ak i D AT S A
TR RIS, R E A SR FERS
DUOX1, H 7 ECRSwWNP & B A I i 41 g v i1 3
IR0 = T CRSsNP 4] 5 26 I _E Jz 41 i, (H & 1k 5
LPO Rk KA (K 2E 2F) . iR 45 4R
LPO By &Ik EZE S B RIE K2 A AH5¢, 5 DUOX!
1) ¢35 TG\ 35 M D6 o

LPO Rk /KT 5 FIE T AR 44 40 A bt 61 B 5%
2B L ERIBT MRS LR WL F CRSSNP B4,
(H7E B B A AL gL AR D I 3 AN [ 2 Y B
R ZE 2 1% 5 200 i 0 e i L 3R ATT SR T MASC L 35 i
A 240 6 1) LU 81, 25 2R R HL7E CRSsNP (B 5 i 5
Xof BE B b JC B 3 22 5, T AE non-ECRSwNP
HEE A R EM T CRSSNP 8 86 4141, LPO
FE 45 20 e i 28 3k e A 5 IR A 48 B Y L 1) B OE A G



L s

ST 0 T A o S T 2 vl ) RS AR AU T 4 (5 A 2 TR T AN LR A 1 IR A T

169

A D
o —= 100 - i
Celltype epithelial & m
g 1 ==Control
»Basal cell 2 80 - l o ZEIC{R%T;QP
« Ciliated cell E —— Non-ECRSwNP
» Glandular cell Z 60k ;
» Goblet cell & secretory cell ) H
* [onocyte 5 40 |
* Myoepithelium k=
a
%D 20 F
h
E 0 Bl Bds 3 | I n;.. i
™ NS > <
\cf"\ bﬁé\ ‘dz} e_\,\%:b\ &\é(\ oo"?
N I ST
& & .§§' ﬁ@d &«
B &, CQ\Q\ ()Qc}'&’é\_*o
KRT17 PIFO LTF SCGBIAI CFTR KRTi4
10¢ 10 - -
o s e r o @ o 1 ¥ pf"h o o A
Z oo '-"_-_.."; ez O < % OB 2 O }:‘_ e O " B Z o
E rw ~f = - # E ;_' E o w E = aml
Sl Vg = -10} 2=l -1t vV @ =-10 = -10}
.\ y ; . . 2 . . " ’ . . " . " P " ; ; . ; " " " l' " N ; y
-10-5 0 5 10 -10-5 0 5 10 -10-5 0 5 10 -10-5 0 5 10 =10-5 0 5 10 -10-5 0 5 10
UMAP | UMAP 1 UMAP 1 UMAP 1 UMAP 1 UMAP |
KRTS FOXJ! LYZ MUCSAC FoXxti ACTA2
10r 10 10 10 10 10 y
al f / ol BT o @ ) o Lt o >
Ao T B S Of ﬁg b= Of @™ 2 ol e g = o
= L P e < A w < & = = <
z |-~ = = |- = 13 2 = N
Sl Vg =1pk = -10} »  —-lof » =210 = -10
-10-5 0 5 10 -10-5 0 5 10 -10-5 0 5 10 -10-5 0 5 10 =10-5 0 510 -10-5 0 5 10
UMAP 1 UMAP 1 UMAP 1 UMAP 1 UMAP 1 UMAP 1
C LPO
0 Control 0 CRSsNP 0 ECRSwNP 0 non-ECRSwNP
i A
= ol 5 of 5 ot = ol
= = = =
= 2 > i)
=10 =10 r =10 =10
-10 -5 0 5 10 -0 -5 0 5 10 -10 -5 0 5 10 -1 -5 0 5 10
UMAP_1 UMAP 1 UMAP | UMAP 1
A F
B 0.8 2)
DUOXI DUOX2
g -
10 206+ .
o -
o 3 504l i =
& OF 2 - .
s ; 5 :
=) 1 5 02 ke %
-10 + 0o . m
e
-10 -5 0 5 10 -10 =5 0 5 10 & & S
UMAP 1 UMAP | & &
&

A The UMAP graph shows the cell type of the nasal epithelial cells; B: Feature plot of epithelial cell marker genes; C: The expression of
LPO in different nasal epithelial cells; D: Statistical graph shows the expression of LPO; E: The expression of DUOXI and DUOXZ2 in nasal
epithelial cells; F Statistical graph shows the expression of DUOXI in nasal epithelial cells. "P<C0.000 1, “P<C0.01. (Based on single-cell
sequencing data of the Chinese population)
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Fig2 The expression of LPO and DUOX in nasal polyps and control mucosa
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(FE3) . TZU A, I 3B A4 5 REAS R 1A 41 i He
Bk 0 i, HLPO ik KT8 R 0, 5 A0 b Ji 5
AN RIS B8 . Bk, LPO R I S e 3 i
TR AR A0 R Y A R LPO ] AR N

o0 M5 IR 4 i P R A

BEREARHET R EHERE D #MELPO

BEBARIZETIH RT-qPCRZF BR, & H 42
LPO mRNA /KK FIEH X BB AL (F 4A) . fEd

=
=

- Glandular cell _

= 80 - =

B 8
i . 5
2 | . €

£ 40 %‘L
s . s
220 | . . &

= q| o b=

,8 |n L ?:1} 0
5 ) Leed al 5
- &> N R N

& i %ﬁ %@\" =20
< & & R
< &
&

80 r

60 +

45 B BR , LPO T3 BT AR 52 58 PH % %3k 7
R AN M v AR AR A AR B B IR i R A IR
FIE # X IR 40 % CRSsNP % 8 35 X, HL7F non-
ECRSwNP H &k i il (& 4B . 4C) . [AEF, BB A
BT MR A M 2 E AL TR RN R R A 8L (A
4B .4C) o DL b g5 B R BT B A4 2 S b i 4 41
HLPO M =2k IE , & B RSP Rk & LPO 1Y
FRIRHETIEE R SR L,

R*=(.588 6

Py @ Control
P=0.0002 W CRSsNP
] A ECRSWNP

¥ Non-ECRSwNP

0.1 0.2 0.3
LPO expression

A': The percentage of glandular cells in epithelial cells; B: The correlation of LPO expression and percentage of glandular cells.
3 LPORZESIREMIME 5> LK ST

Fig 3 Correlation analysis of LPO expression and percentage of glandular cells

A
LPO Normal control
0.06 - I_P--'-'...O.Oﬂ
£
& 0.04 F e e
&
o ECRSwNP
E 0.02 ann -
= ’ %
0l -
N &
Q\SQ o\%Q . e
f ;’&Q
\\"b

CRSsNP

Non-ECRSwNP

Normal control

ECRSwNP
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Fig4 The mRNA and protein levels of LPO in nasal polyp tissues
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Fig 5 S. aureus infection down-regulates the gene expression level of LPO in nasal mucosa
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Fig 6 Proposed model of bidirectional regulation of LPO and S. aureus in nasal polyps
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