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[(FEE] i OFRERIEBERNAEASUP TLR-2, HO-1 BFRBFIE X, T 2 FRKSEARNE RKX
Z. itk RASERAENCHE A, K Kk E R 20 FIZHS. SR 20 B4 2R T # X BREH 20 1444
KA L TLR-2, HO-1 EARIAEO, FFHEMH 2 HEZEMER. &R HEEEEBRALIH TLR-2,
HO-1 fyRik i 58 BN ZS A HFE L (P<0.05); BENHLH TLR-2, HO-1 R B 5IEW &
FHEH LM ER A G E L (P<0.05); TLR-2 Fl HO-1 7E& H I Fk AATE I DM et (P<0.05) . &5
#® TLR-2. HO-1 & B RE LI ZHEEHELEEN, 2 BrTRENE LN BEREHIZAE KB AW N
WAEHF.
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Expression and Significance of Toll-like receptor-2 and Heme
oxygenase-1 in Recurrent Nasal Polyps

ZHANG Fan, GAO Jing —yu, RUAN Biao
(Dept. of Otolaryngology, The 1st Affiliated Hospital of Kunming Medical Unversity, Kunming Yunan 650032,
China)

[ Abstract] Objective To investigate the expression and significance of TLR-2 and HO-1 in recurrent nasal
polyps, and to discuss the relationship between the expression and the recurrence of nasal polyps. Methods The
immune protein imprinting technology was used to detect the protein expression of TLR-2 and HO-1 in 20 cases of
recurrent nasal polyps, 20 cases of nasal polyps and 20 cases of normal mucosal tissue in control group, and the
relationship between the two proteins were analyzed. Results Expression levels of TLR-2 and HO-1 in the tissues of
the recurrent nasal polyps had statistically significant difference with nasal polyps group (P <0.05) . Expression
levels of TLR-2 and HO-1 in the tissues of the nasal polyps had statistically significant difference with normal nasal
mucosa tissues (P<0.05) . The expression of TLR-2 and HO-1 had significant correlation in each group (P <
0.05) . Conclusion TLR-2 and HO-1 plays an important role in the recurrence mechanism of nasal polyps,
and both of them may be as objective indicators for postoperative follow—up of patients with recurrent nasal polyps and
judging the recurrent trend.

[ Key words] Toll-like receptor—2; Heme oxygenase—1; Recurrent nasal polyps
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receptors, PRRs) FIY5 5 AH &7 F AL (pathogen
associated molecular patterns, PAMPs) 1Y #H & AE
FH. PRRs DAATIE | 5 0Bl 20 i v o i) JE AP 7
FHEUBNHRSE S0 FEXkEIheE, ki
AT B AR PR B9 B B PRRs 2 Toll B 57 A
(toll-like receptors, TLRs) . TIRs B 52 2 K
SRR, HATHAWARIE. A5 e i
FIENREAGIN & e MG L DA L S JEL TR A ) S
i TLR-2, HO-1 (RGN DL, Rt 2 HEE K
PR B AP RIEFE XL, NPt S
fiil.

1 #ARERZE

1.1 IR BE#

YEEL 2011 4F 1 J1 & 2013 4F 1 JJUREER I E
PR 2E5E— M 8 H- S IR R B FESS FART 758,
PIVTBR 0 R DA AT B VR S I A b L 5 o B
Mg IE R . SR YHEBR A N R . S
SAEEENG . BT R DCAR = HRAE . SR TIREELRG .
KL B2 sh I ReFer MBI £, IF HoARHES
/02 N R R B EmE . Brdiiesy . $iiir
SR TR AR RSN A i AR
S, nep B AR AR L ) e g
AR S H RS g g, DIRBR, Misr
SRESE . BRESERA 206, % 1141,
9B, I 18 ~54 %, AdkbRifE: AEAD 1K
BEARTHTFAR S 25 ul i w2 E w25 )
RITARG RITERIE S, — e NMA LI L
FEESBEBN. BERA 206, B134, &7
B, iy 20~59 2. DIE 2 4B T B ERE
FEAR  AARTE B CT Ao A HEBR S5 s 50 52 i FL B 0.
e M E AR LB 2R (Visual analogue scale,
VAS) P53 >5 %), Lund-Kennedy P4 R I AN
I RGRAEHAMNPESy 3 ~ 6 43, Lund-Mackay 5555
CT 3495 28 3 Bl DY 53 R G0k 728 B PE 53 2~6 475
RIGWRN B BN, IR SR 20 ], 513
W, Zc74), R 18 ~57 %, AdkbriE. FE
A5 Bl w8 O I AR P VL s U 1 D
REF; I BERIE . RIRAE K CT K2 HERR
PPk S RS I B FE I B, R %R
KBl b S HORG S, ek Ry TE S R4 4.
BhRAEM G A B K S R Ve, Bk R
M, SR FHUE AU TR MRS B K 4y, s
FEA 1 2PN B ~5 mm®) B AHAEH, 7
BRI AT AEN , ARG B -80 CUKFIA R IRAT.

1.2 WARFE

R e . PVDF R4 T Millipore NG
—HL M T EPITMICS. ProteinTech; 4t %2 — ¥t
IgG-HRP T Invitrogen A H); ECL 2357 &5 1y
F Bio-rad AH].  FRAMHLUESEAHRE, TR,
FH BCA ILMEE AW, BOE R BFImA 1/5 &
U5 x SDS FAEGZ v, /K 10 min, JRIAZETE
5oy WRAEICHLE 80 Vi ArEIHLE 140 Vs KRS K
W) 3 ZUEACUIE T T2, XS5T IR FBRIR LR,
PRI, R IR AR b, — UM i il o
b, BJEHCESER/NG 3 JZ0E4E, BB R 2
ML, 20V HLREFEE 60 min; FEESE KRR, B
PVDF BEAEIE K IR , e 37 CIRAR ol T+
M, BB ELE PYDF B . B BT PVDF
TE 100% 0 IR, ARG FERGE K il ; 78
TEAG PR T O BRAE 100% 0 FEBE IR, AR5 78 XL
ZRKP T, EBREE S A 5% MRS UK
PEAW D, SREHASR. RS RE, H
TBS-T, ZEHEDE3 K, K 10 min; —PUFEH :
¥ — PR RH (TBS-T+1% Wi I8 W5k ) LA 1.
500 ~ 1:1 000 #i B¢, 4°CHE LR ; H TBS-T ik
PERE 3K, BHR 10 min; —PUHE . K UM
e (TBS-T+1% g W34 LA 1:5 000 #i e, =
MEE 1 h; A TBS-T PYEME 3 K, BIK 10 min;
ECL Plus & (o305 Bl . AT A %5 B IR
%]; T Bio-Rad JERUE R G T B ASUSIFHARE.
1.3 Z5RF|HT

FH Image J AT 804G B BN 5 250t K
MM, IR O EEE, BRI
() SR 5 %) S R L BT R Y B —actin (9 557 I WO BE
B, S, WO R, Ui
PR
1.4 GitZE4hE

SLERAE AR R, BELL (xxs) FOR.
K FHZREA (] 5K 2807 22 53 7 Al SNK—q £ B0 i0E 1 7
Gitotr, P<0.05S INNZESAESITFEX. RAH
Pearson HZ&AH 4 #T H KT TLR-2 A1 HO-1 7E454H
IR T EE, P<0.05 HESH G E
X

2 R

21 BEARREMNE

SR A S AR B E M), H BCA &
P e A A D R AR VR, AR
TP 562 nm WOBIE X HWEE (pleg/ml) &%
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%35 4%

A EM 2R Y=023 +0.001X, R*=0.98. {#i fH¥x
HERNZR 53 3 TR AR b B VR
2.2 BREEREET

3 2 S UG N G 0 G A I v Y O [ R Y
TLR-2 1 HO-1 ik, W& 1. K4EBSA KT
PRI HLEZE R (P<0.05), 25 R BRMEEE
WL TLR-2, HO-1 [k 55 & B R4 21
HZEFASITHEL (P<0.05); & ER4HH
TLR-2, HO-1 ByRiE &R 5IER SR 2 UM 2=
SEGIHFEY (P<0.05); HIKEE, WA 1,
R T RFER AR L.
2.3 HEXMESTER

H Pearson ELZRAHTRIL, 161 H S AhAR
ZH . s E N4 . RNP: & & 5 E 4T TLR-2
FTHO-1 FBERIEMK (P<0.05), Z5RILE 2

3 3Fie

Toll #5244 -2 (Toll-like receptor—2, TLR-2)
J& TLRs G FRIRVa IR . 00 R GRS &
Hy=Y 2 1 AR, R E L BHEE R
RARBEA U SR, AT EE 2= B TR 4H B
4y . 1AL TLR-2 i i , TLRs-MyD88-IRAK-

N i RKP
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B 1 TLR-2 %1 HO-1 ®REZE A ENRE ik E

Fig. 1 TLR-2 and HO-1 western blotting electropho-
retogram
A:TLR-2 #E R iE; BHO-1 EHAMRIK,

N: IEH SRR s NP4 BN, RNP: &% 5 B4,

£1 34Hd TLR2 F1 HO-1 EARGENTRKEE
(X+59)
Tab. 1 Three groups of TLR2 and HO - 1 protein

immunoblot grey value (X +s)

49 TLR-2 HO-1
N £H 0.39 £ 0.07 0.48 +0.14
NP 41 0.61£0.16 0.64 +0.12
RNP 41 1.51+0.27 1.58 + 0.31
Z 0D "
**
o 1.5 # : *
& *
= 10 L X ] -
05
e
0. 00 0,50 L.00 1.50 Z.00 2.50 300

-1

B2 TLR-2#1 HO-1 EEAMEEHNALARRIEEXM
B E

Fig. 2 Scatter plot of TLR-2 and HO-1 expression

correlation in the recurrent nasal polyps

NF- k B {5554 Fl A BB P8 KM S SO
T B O NF-k B. NF-k B & 5% Y
RRAETLINA B HE R ) TR S, S AR S g A%
O, JF BAENURR S g . diifisE i
G REEEAER. AR Y] NF-« B 7E 5.
B AR R P RS EAY, NF- « B RiAH5R L
PR DI SRy e 2 R A AR AP

AwgEd, BRALH TLR-2 MRk &5 IE
WRFIRHLMILE A G E L (P<0.05);
5 Z AT 25 AR, S Atk G LN 2R
TLR-2 MRk SR B NS E S A5 E
X (P<0.05), £ TLR-2 5 EBNEKTREA %
PIXFR, I SH " HBEA Y 58 KM TLRs
T b IR RS 55 5 6 35 P RB R T 1) SR S T T I
L. TLRs K HAL i@ g Etg v S 52 48 0 BN ZH 4
HIEW SRR RIAfFEERY RARKE KN
RE A BIL ] 2 o 0 M 52 D 2 2 B R I 2T 6 1 46
I 1) O et N Uk = R A S S |
WO ERRIESS, R R FIIR B R TLR-2 U5
L SR N = I A W N - i 1 A
TLRs-MyD88-IRAK-NF- k B 15555 Si@ %, 6
SRR B R Y NF-kB BB RR MR M ) SR A
SHESBRE K. Fe RGP RIS X T HiiAR 5
PEIRIS e R BB — IR, ERERAE
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R A TR AR A S 5 T B R 493 T8 B A
M, BARPLSIA RHIESE.

TAh, UTAERAR 0% AN BRI A e B 4
I W EE R ] BE R HPURER], 7 B EE 7l
5 TKEAEE S, KREEL TS, g
PR AR e SR A . RAIR T, FIRE RS B RE
KRR RZ—. BRI, S 0425 2R
UL S R R B E W ENHA AR
i 3235 54.76% . VA EPRERSCR iA A R
BB, TR B S A K A Y A
REFFTERE /RS PR A G TLR-2 78
SRRAA N Z R, USRI G RN 48
PR £ BEIE B TR U AR O R R A S L A 2 Kk TP ] g
EEEAEN. IRIMIETE BoR®,  H2H 4 0 PR
AHAMEER OMER) KOFRAEM G5 AT 00
M E A TLR-2 ik LA, RIAER 4 B A 4 Bk
PR 5 [ T PR AR il 98 B 18 P T A S e 1Y)
P PR G PR S A A s T A TR R T R
T TLR-2 J& , iSRRG S5 St T, w4
PG NF-« B fifi EOS 4, MNMSBRERE L,
BARBUEA s — A E.

ML ZEMEAR (heme oxygenase, HO) J&—7Ff
ML R ACH A PR, 1202 4 -1 (heme
oxygenase—1, HO-1) AiFSH, BI#AEER 32
(HSP32) , & NM&—Fhis b 9355 F B PL A AL 1 N
TV A BT, HEE YRR s AL
PUARAE . DUANMIIG S . Branpad T 875 Sy K
AERFAE IR AE. HO-1 A= BRRARAS T ZE MR P A2 4 i
RoMEaiRk, M. M. omEPhERE, 1E
HARRGEMOKPRIL, w8 2R ) 5 som] 5 A
REFRE, 40N HO-1 3G S 38658k LA
AIHEANZY 100 F51, AT REAE 20 MGG, 1Y) E
B R

AprgEr, BNHL P HO-1 RiE = 5IE
WRFRAL L E A G FE L (P<0.05),
5 Z RGOS SRR, BRI S B A 2]
TLR-2 By Kk 5 8 DN AL ML 22 7 A g it
B (P<0.05), £ TLR-2 58 8 NE K6
BEVIXRER, JFHHHBEEA K. HO-1ERER
KA DR A, BA AP ER, HO-1 3 B
FEARMI, 2 LR I S R TR R BRI A
TR B i, ORI E 5. HO-1 1R
K 3G 5 I [A] N A BRLAE 22 Fl g A i v e,
Halina Was 5% B HO-1 7E MR 4o h i 263k
P, IR AN R A . BRI T
e 5 AR I ORI RS RE ), 478 HO-1 3835

L VEATRE S5 M A KA . Bussolati ZIH Y R B
MEYERAERT, HO-1 AZH#EREMEH, H—2mHl
PR AT AR FEBT AR A, R Ak P Bz 4
A K T (vascular endothelial growth factor,
VEGF) YRR R A R, g2 ) 32 5
B, IEARRESE B9, HO-1 Al VEGF &3k
AIRE S O MEVERESE A — & L &R, HO-1 i g g
VEGF A fe ik A8 AR i, DTS2 w98 A 4 Ao
UL SIS BN, HO-1 {2 KB 70%
JENEDIBR I B I ALEI AT B 5 VEGE KRB FHm A
K. VEGF il 7e 5 BN bl E R A E N
ZHAI A LA G T AR PR SR AR, ek BN Y
KA KRR GRS R, 1 RIEW HO-1 7E
LA AT BEAUX IR ORI AT, 3 AT LA
115 VEGF fERE IR R M A0, 4205
ZE, W SEEERNE .

HO-1 1 TLR-2/4 fE E R H A p im0k H &
EAHG, RS HEMENRL . RIEX. A
FOPE MR B R4 TLR-2, HO-1 3Rk R
HEEBRHALMILZRA S FEL (P<0.05),
HEOEAHDE, FIEMH RIVERE R AMEN, A
friE— LW RUESE. S5 G ARLI LR, TLR-2,
HO-1 7] BeAE N S B IR R3S R S5 RIS AR & R 1Y
B FEDR.
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