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i %Fe- BE) R A WEAREEER Beclind F p62 7E78 NP5 5 (allergic rhinitis, AR ) [ 5 FF B 419 3=
KRGIRE L, ik WS & PCR &*m | Beclind 1 p62 Wi ™3EH 78 68 4] AR fB3& S 5 9l fr et B]
F I FRBEACE IR 2 ARV NS W 8k R - SRS R 58 I (CRSWNP) (1 (8 3, 317 PN 5 R i 3R 34 7K °F-
IR BAR TS & el CRSwNP ) AR %%Nﬂ’\ﬁiﬂlﬂm%m R 68l AR BELE2 FEZNA 11 HlkEN
CRSwWNP, B2k 16.18% , i Beclind F R 321k V-3 /KF{H )y 0. 38 +0. 13, W E K F R & &y CRSwNP [ 55 4h
57 il i3 Beclind FEPRIFIRTF-HKTPAH 0.79 £0.23, 22 R AAF G248 L (P <0.01) i HLIE 11 #8354 AR BBt
1) p62 FEH FIB P HKAEN 2. 67 £0. 55, 18 % 5 F A & ek CRSwNP [ 55 51 57 4l i 3% p62 L Rk F-H1EL. 39
+0.32, ZFHEAGI¥E N (P<0.01), it AWM MR EIERE Beclind [F AL p62 1 T+ FEAL A
BEK V-, AR SBREZERE VTR & J& 2l CRSWNP, 55 CLJIESE ) CRSwNP fB 35 v Beclind 3L K BEAIG \p62 JE K Rk Tt
1 H KRR IT 45 SR — 3, B AR RI2 W L AR B35 R Beclind 1 p62 F£ PR (1 3 35 7K AR 40 AT A A 9000
JE R KRN CRSWNP U HR LI RS .
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Expression and clinical significance of autophagy marker
genes Beclin/ and p62 in allergic rhinitis

MA Jin, LIU Yi
( Department of Otorhinolaryngology, the First People’ s Hospital of Kunming City, Kunming 650224 ,China)

Abstract: Objective To research the expression and clinical significance of two autophagy marker genes Beclinl
and p62 in allergic rhinitis (AR) patients. Methods Quantitative real-time polymerase chain reaction ( qRT-PCR) was
adopted to detect the expression levels of Beclinl and p62 in nasal mucosal specimens from 68 AR patients and 5 healthy
controls respectively. All the 73 subjects had been followed up for two years to observe whether chronic rhinosinusitis with
nasal polypsis (CRSwNP) developed. Then the expression differences of the two genes between the AR patients who did or
didn’ t develop into CRSWNP were analyzed. Results 11 of the 68 AR patients developed into CRSWNP with an incidence
of 16.18% . The average expression level of Beclinl gene of the 11 patients was 0.38 +0. 13, which was significantly lower
than that of the 57 AR patients without CRSWNP 0.79 +0.23. On the other hand, the average expression level of p62 gene
of the 11 patients 2. 67 £0. 55 was significantly higher than that of the 57 AR patients without CRSWNP 1.39 +0.32. Both
the expression differences were statistically significant (both P <0.01). Conclusions The expression of Beclinl gene is
decreased and that of p62 gene is elevated in AR patients who developed into CRSWNP, which is consistent with the
reported studies in CRSwNP patients. Therefore, the expression changes of Beclinl and p62 in AR patients may be
expected to predict the risk of CRSwNP in clinic.

Keywords : Allergic rhinitis; Chronic rhinosinusitis with nasal polypsis; Beclinl ; p62; Autophagy; Gene expression
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AR PEE R ( allergic rhinitis, AR) J&2—Fh3Z2 £
HEPREAL FN AT PR 2R ] 52 0 ) S A 285 B I
Pg e AR I A A A M B US
TgF A5 A 22 O 5 16 14 40 6 0 200 B A Jo 5 3
[) 2 55 1) S R B0 1 S R S 1oy M 5 9 , JHL T AR R
EERINFTWE  FIE KA B IE R B AL
TERBRVEEIN AR AT R 5w LB, 1% m AR
R A 10% ~20% . AR ESEie s - &
% £ B A (chronic rhinosinusitis with nasal polyp-
sis, CRSWNP) 2K R Z —, A BRI IR |
SBAT AR % CRSwNP (9 &L 6] i FIEW AL
ARFEAERIPIOR 19 3 s & 3 AR Rl CRSwNP
PIMRIETEAR 2 (8 B R R S P AR E R &R
11 CRSWNP [ H g R < | 1 28 AN AL S B2 AT A5
P 0T B A T a5 R A B O R A B (AR 2
RESE Z2 5 AR RN R, BT LA, % T AR i
HUCRAEWUA] CRSWNP &A= iy a] REE , 3 T 42 Fif 1
TLAsEE SR CRSWNP [ % 2E , #4Al KFEAIR CRSWNP [
RIR AT B A TG B

HETA IRV RIE AR 85 i bR 4 A
et A7 SR R O KT AR B AR
CRSwNP 5 (1) &t ™, DT AW 0K LA 110
BT 8] 3R B AR S A Beclind F1 p62
TE AR (B8 5 bR AN Y 238, PR 2 B ]
THUH| CRSWNP &A= (38 X, e 4] AR & T
FIH CRSWNP & Az 1 Wb S (AL RIS BE At

1 #ZREFZE
L1 RS

WFFE LIS 2016 4 3 A—2017 4¢3 H BRI
S NREEBe B 5 IR 312 0 AR BN 5 B
PR SER A 68 i, o 55 31 4], £ 37 il 4 e
19 ~52 % SFEHAERS (35. 16 £8.47) %/, [R]Bf 3 HL
TR B AR IR RPN S 44,5 2 44,
3 4R 24 ~39 32 S FH4E IS (32.31 £2.38) %
PEJIX IR 68 Ml AR 825 735 Tk 12 24 H A
SEPIREAR 5 AR IEE TUCERIZE | i) AR B
4 H B REA, Ir A PR N R T RAB T
BB G B N N RG22 ST A ¢ A, A
AW R IGIT AR X (1=0.299, P =0.766),
BFREFZ IR B A, HAWR C RE W 8 —
N BB B A Bl 22 by 2L

BFIE AL ARRAE" - OREIR : $TWEWE | 75 K BF 51

T PR B IE AR M B 2 A sk DL A HAER
Zeaf BHAE 1 h DLE, AT IR 3t TH AR 21 S5 R
FRAEAR ; @IRAE 5 DL S RO 11 K i, S /KA 43
WA 5 (D75 7 St S A« 22 /b — A 1 Ji AL/ i 9
St gl BHPE
1.2 #HZubag

BRI ZH 2T 30 min PR 28 0 T A 3
ERAK I, Ve v 2H SR TH MLV, R T JC RNase 11y
EP A5 v (it FH 45 B R4S S A B A R A X 10 8
FHIEEIF TR AT IR & W B 5 S T
RS RAE, B 73 BIREASE S G 7 R R b
iRl 8
1.3 i RNA $ZEUZAG

ATBRIRE T R A DN AR AR | 307 BT By 50 ~
100 mg 2040, T LBk RNase (6K il 2 0T 85 200
K, 2 1.5 ml J& RNase ()87 EP 4 HIfim A
1 ml Trizol, RIZUIANE 30 s IRA], B IREHE S min, I
A 2000 A, BB E 15 s, R E 10 min,
4°C,12 000 g E4.0> 10 min, 5% [ 2 JC RNase (15
EP & A SE AR TR (17 S5 I B, e 2 {3 EP 45
FEIRS) ARG T -20°CHREDIYE 3 h, 4°C,12 000 g
B0 10 min, Z5BR B3, UIGER 1 ml B2 11 75% 15
VU 2 WK, IS 2 BRER AR S, BT A3 UL 3E B 2l RNA,
EP 4 i O 7E B ¥ & T4 5 min, SR J5 A 30l
RNase-free 25T 7K 7870 %5 il RNA, )i I Nanodrop
2 000F N A RNA A% 5LV E | [T RNA A
PEA TR R I F Ik ARSI RNA S8 %8t
1.4 %G55 NS 58t e 5 PCR(Q-RT-PCR)

T RE A B RNA 1pg, DNase 25 [ 356 [ 40
DNA SR J5 28 cDNA 55— G B ial ) £ 33 5 SR AR A5
cDNA, LI ¢DNA 4 # #iz, PCR & & 20ul, 1 H
EvaGreen 2% 4kl 8 PCR X5 £ (Abm 23,
EZR) o WM :95C10 min;95°C 15 s —60°C20 s
-72°C34 s X 40 PMEH; R )5 95°C 15 5.60°C 1
min, 0. 3°C/s JFiR & 95C F & £F 15 s, f£ ABI
StepOne %3¢ it PCR A L ##17 Q-RT-PCR, 3£154"
s, b sz B R Cofl, DLR R B Actin
YERNZ, N AACH 3038 AR X 3R 87K, B
I REAR RS FE PR Bk S B K 3 YKo Beclind 3 [A
51 ¥ 7 %1 25 Beclind -F/ CAGGAGAGACCCAGGAG-
GAA , Beclinl -R/GCTGTTGGCACTTTCTGTGG ;p62 %t
i) 3] 4 % ) K p62-F/ATCAGCTTCTGGTC-
CATCGG, p62-R/GCTTCTTTTCCCTCCGTGCT; Actin
FERBI51 8 75 K Actin-F/CATGTACGTTGCTATC-
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CAGGC, Actin-R/CTCCTTAATGTCACGCACGAT,
1.5 /7 S5kEVS

68 17l AR 85 Mahi2 4 H BN TIATT, 8K
(AR 2 Wi HITETT T8 1 ) 25 T U 3% 25 B0 A 11 iR
Uit B2 WniaTT o ARREAT IS 2 R A
YEET TSR R G A &8RN R BFER KA, MV
T2 AF L, NAKRIE : D F B - B 2E RhibE i E
Jie Pk s s UK B R < Sk 17 B K , WL DR 1K 3
Ko W DL b R v A s 9 LA b A DG RE R Ry 4K
P, Horp S BOREAR A B 2 B R A e S L
H— ;@B B AT R R T b Sl R A R P sl
BRIy, ST KB A @CT 6
N N R B B AR R B R R H
8% CT KA UIiiZ
1.6  SEil2#oir

Bl bR SPSS 22,0 Geit- A, i PRk LA
X x5 Fn, AN ST AEAS ¢« K255, P <0.05
NESHAGI2E L

2.1 RNA BifSRHEEI i vk %

73 Y REAS I BRI RNA BF (5 i 17 B i e e
FELUK , 45 5 0 7 B b 22 AT DL B Y 28S T 188
45 (B 1) o NanoDrop £l 73 {34 ] RNA ¥ i
JAREAS R W, T A R SR Dy 207.9 ~ 698. 4
ng/wl,0D260,/280 {i %y 2. 08 ~2. 19, 3 HH fT 45 kE
AH) RNA R SE 3 R AT, HIREE AR AT &
Tie 3 PR R4S I A 22K

B 1 RNA KK

2.2 Beclinl Fll p62 JE7E B R R AR5
X T3 Py REAS AR EL A RNA A 5 mRNA
EAT IR S 336 5 SR 4R 45 cDNA ) DL I SR 455 4 7 P S
96 f PCR Kil Beclind 1 p62 JEH ik, 41
HILA Beclind F1 p62 F&KITE S g FRAE A ik -
BIEAE NS, 4387 68 5] AR A4S i~ L 5] 1) A
X iR IK-: Fort Beclind L 335K 0. 17 +
0.028]1.19 +0. 12(® 2) , P{i{H K 0. 75 ;p62 F:[H
kKT 0.89 £0.03 F4.09 +0. 15( [ 3) . dh{

fE R 1.49,

1.6
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BANEZEHRA N REMBE B 1-68
2 Beclinl FEPZKKF-

0.0

p62

EFEERIEKTE

b

-4 T
i ]‘ 1
T i [
HAEANEZRERARRIRE BE 1-68
B3 p62 HHEKKT

|

2.3 P4 Beclinl T p62 FeNFIAKF- HAL
X 68 i Ak K 5 g FREXT IR AT Ay
2 AERYBEDT  ARAE R P 8 1 A 52 R 2 W G
JrHR R ) SBfai2 W 68 i F 2 v 11 3 % & ol CRSw-
NP,5 filfgtFext B3 o o CRSWNP &4 AR K
CRSwNP iyt #9216, 18% , 11 fil i1 AR & J& i
CRSwNP {08 (36.09 £7.01) %, 1M
57 1K % &y CRSwNP 1) AR & V- 4 0% 8
(34.98 £8.76) % , ML HEA ¢ K56, W 2H JE 3 4F
2RIyt B X (1= -0.395, P=0.694) , T
iX 11 5] CRSwNP B3 Beclind F1 p62 LR Fik K F
ORI A5 R B 7R, TEHTIH AR B B e (TR H fdt e x
R 38R0t Beclind 55 R 323K R B (5K 0. 17 +
0.02,55 0.59 £0.04) , HALT 68 14 2 & Beclinl
LR 3K 7K B R LA ; T p62 ks R A4S ) = ik
FF(HK2.24 £0.14 5 4.09 £0.15) , H 5T
68 {3 [ # p62 PR Ik K- By AL, 11
CRSwNP 3% Beclinl R 3235 {H (0. 38 +
0.13) , 4 57 Hil kK & & CRSWNP [ B2 Beclinl
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SRR RGBT HE R (0.79 £0.23) , M HEA « £
55, IS8 Beclinl BRI WKL LR BEA I FE
Y(t=-5.707, P=0.00), 11 ff| CRSWNP &%
p62 BRI FGA TV IE A (2. 67 £0.55) , Haw 57 BilR
K& )y CRSwNP [y [ & p62 K& PR K351 ¥ {H
(1.39 +£0.32) , M HEAS ¢ Ky, AL R p62 Kk
HmksEzRBEAGIH#E X (1 =10.582, P =
0.00), EAREEILE 1,

%1 CRSwNP HHTE AR BBt Beclinl Fl p62
FEHRBAKT (2£s)

FEAS Beclinl po2

TR X B 1.00 = 0.10 1.00 = 0.05
B4 0.53 + 0.04 2.44 £ 0.16
e 0.59 = 0.04 3.26 = 0.12
B 10 0.40 = 0.03 2.32 £ 0.16
B 17 0.29 = 0.03 2.57 +0.13
B 26 0.17 = 0.02 4.09 +0.15
m# 33 0.31 = 0.03 2.67 = 0.17
B 40 0.28 = 0.03 2.67 = 0.11
B 43 0.23 = 0.02 2.49 = 0.17
48 0.47 = 0.04 2.35 + 0.21
w57 0.49 = 0.04 2.29 = 0.16
B 67 0.42 = 0.01 2.24 +0.14
3 i

AR A% B AN By, (BB S B0 N B B
BEREN—EREZE, 1M AR 5 CRSWNP [4])F
FEAFHREIR R JENE S RPN , AR R 2 Y
SRR SR AAER I OC R o BRI R 2= R R 2
2 HATG AR H CRSWNP ™ i i 5 149 % 9
HLAI S 53500 KRB ST, X 1 2 40 e Mt A 4
B R BEE AR P ERLRI DA BF ST, AR
S5 CRSWNP ML AN AR SR E R 3h T
e e CRSWNP & A 10 26 PR 4 38 B0 B 72, H
R FETCAT 40 , (EL AR (5 4R 1 — 0 o 412 i 5 0
FIF- 1 CRSWNP () % A= H AT B2 73 50, PR T (A5 I
AERITLIE

Wi e B AR oy vh — T s I A B f i A, 20 i
X 3k 2 YL S 7 W 0 96, 50 2 PR 2458 1) 240 J
R M, RS RlA A I ATE B B WV A , e B
K Rk R LT B B N A . B WX AR o
R eSO A e m e A
1963 4F 5 UCHE Y 1 W AUE A& 1) LU AR I k2 A
SR 2 ik ad 90 AR BLA i B wE AL iy H A
BRI R R, 56T 1 Wk AT ST 3 C W

A VR AR B e R e 2 FE R | o+ L
AR BOR B2 I BE 2 98 R BN ZE 2R 1 ke A=
PLHIER -5 B WERF VA5G, B 58 B4R vh b 45 S 9 1
it GAEENLE " VR NER B R AT 4
A > (B R g B A A AR S T
SRR 5 W R A SCIE , I AR R WL B W T 46 A
WFFEAGE , B AT B2 500 5« m ME T S oK [w] B2
Wt =27 5K 15 e bt e A B, [ Wk 1 Ik T R R 1 1
FR BRI STHLE 5 E L G 8 KE T
GEEUEH Sirtuin 6 K& PR3 1 1 151 T A 42 2 L TA)
JICET A A e P R4S S 0 B T AR R R PR AR
I TR 5 e ) 4 452 T AT 92 % B0, 7 1 1
-RERPTIMER v BT A LMY ATELA
M DT 000 71 e 2 PR P b B A B R T, i s e B R T
I 5 e B e R R P A IF I [ I e
AR R R Beclind I p62 1 CRSwNP [ £ B P 4
U o3 IR REAFI G & 5 2 B WK REA, fE i
BERERS

Beclinl F1 p62 C.7F 2 >4 1k F2 v g ik B 2
F IR BR AR SE R 2% Herh Beclind JEANMIEAAT E 1A
Tl i T LS T p62SQSTMI ( sequestosome-
1) i — Mz REEGHEAS S A WME R
R AR WA LR 1 I 2 4 4 PR IE M U
PRI, 7E R NS UERH Beclinl F1 p62 FER K72 4042
i CRSWNP LA o8 iR Z b, FeAT i — 20 41 %t
AR 1y A R, LA B AR S BE ] Beclind F1 p62
DIAK BI R T H AR T2 CRSWNP [y A 7EHL
il FATHIBFFE SR BN, SR 68 ] AR &
HHS GRS REE A 1L 4] AR RETEPIAEZ
WA S CRSWNP, ik 11 1] £ 5 (1 3[Rl RRAE7E T
HAE AR BB Beclinl JE R 3235 7K -3 B AR T 53
Hh ST B K el CRSwWNP 825, [A] i) p62 HE PR
IRV 2 T 5350 57 1R & &l CRSwNP [y
SR IR AR AR R PR 1Y) 48 8 A8 A U I O 0K A
9 CRSwNP 1) AR 35 Al REfE AR A2 [y BOH: A 1
KFEEMETIEH K T ok, AT RS R
ik kA Beclind 1 p62 BB A 2 75 1
MRS ETHY AR BE 5 IR KA CRSw-
NP, Ut H Beclin Fl p62 JEH (387K X B bl 2
FIRESE RN, A A Y Rk A2 AL IE A R LLRE
Wil A g /K- H G, ASBFSE4R 7R Beclind F1 p62 P4
FER TR TE AR SB35 i Fif) 3 30 CRSWNP A= ]
REVERURRAR | 2RI R 2 3R 7K 1y LA 1) W7 A 1 i
A TP RANTE G SL W50 itk — 2D 4 KA i LAERA 1
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