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Abstract

The pathogenesis of chronic sinusitis with nasal polyps (CRSwNP) is still unclear, but its relapsing
characteristics have a significant impact on patients’ quality of life and economic pressure. It has
been shown that chronic sinusitis with nasal polyps is a polygenic disease with familial suscepti-
bility. The genetic tendency of CRSwWNP is believed to be related to single nucleotide polymor-
phisms and mutations that lead to the formation of coding pro-inflammatory immune proteins.
Single nucleotide polymorphisms play an important role in elucidation of human disease suscep-
tibility, drug reactivity and the diversity of clinical manifestations of diseases.
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1. §

18P 5. 5% 4% (Chronic rhinosinusitis, CRS)FJ LA43 AEA B AIFIAEA B[] [2] A28 8L R EEPE &
S 4 £ 5 B P (chronic rhinosinusitis with nasal polyps, CRSWNP){Y 5 BT A 18 14 8. 58 4 11 25%~30%, {H j& 1
EE TSR R E R E—RARY, S ERRS SRR S, 5 1%~4%. B CRSWNP
R IE LR R L B, Wy HEI T RAME ST M. CRIE B NRA KRS I, FERA R —
FhZ HERE . SRR H BTN, A 5 R R

FE K 2 251 (polymorphism) t Bk it 4 2 231 (genetic polymorphism), f87E— MRt AT, AR
AL AR AEAE PR B A DA BRSSO BRI R PN R R R AN . BRI 238 M 2 =Fh: TR
HIE Fr B B 2 25 (restriction fragment length polymorphism, RFLP). DNA H & F 5|2 a1k, BT
% A1 (single nucleotide polymorphisms, SNP). .t SNP 5 AJSFE R 2 A1) 90% LA |, 7ERE b SR A4
—, BAENREMNRE, £ AFIERFA DNA FHAE 7 (3], T 2 A PEAE 8 N5
Gy 23 R B R IR R I 2 A S T A AR A R . B R 2 A AT, RIS
DRI 7K P-4 75 AN [ A AR T8] A2 035 PR 0 o D) R B RO 222 S B AR T, R BB SR At B 0 R IR 25 0¥ 7 DA R R
BA RcH it 8 S s AR S . EAC R W], CRSWNP R 5L B A A 55 SNP RTS8 38 S B i i 4 4
P2 TR T A G o A IRLER - 1) SNP T3 03 1) 2 SRR P W47 Sy 22 (1) 38 A S0 R 1[4, BT DA F R
BELR 1) SNP F1 CRSWNP 1) 2 5 AH DG A2 A . 8 221

2. RERFREZEHEEER SNP 5 CRSWNP £i%5 Bt o
2.1. 1L-4F0 1L-6

IL-4 j&—F Th2 giffu A, 7€ IgE AR EEEH . 1L-4 ] DAHIHI g RR Mok 40 i i 7 T 0
T SR TR MR R A A5 A N T (e G R 1 28 9E . 1L-4 B AT AAE R BEE B 20 o 184 55 4y BR
FEHEQE A1 1gGL) K24, N EAS N AEBOR H-A7 S B A R R e EEEA . IL-4 R EM T
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5023-5031, 'Z41 5k ¢ () 3L K 7% 5031-33 [5]. Yea [6]25iE L 61 5] CRSWNP i, 70 4%} fE 41 &% Fi
e E A BE 1L-4 C-590T [ T £ 2 5 CRSWNP [ &9, (HAEAA TR T IF R KRB IL-4 13
IR FAAZ PR 22 50 5 B BRI ER 5 10 1IgE JKFMI 9% . Mrowicka M. [4]Z:iEid 208 1] CRSWNP, XfHE4H 200
BIBAESE T 7E 22 A H IL-4C-590T (1 T 8547 2 K n] LMD 1L-4 ZERI & & 053, M5 CRSWNP
(IR, T HAEW 1 IL-4 (3L R 2 5P AT DU CRSWNP A1 IgE /K. 1R ZHE 7 KB IL-4C-590T
R 2 A ML 1IgE AP ING 06, (HR A —3B i 5 R IE R [ 7]

IL-6 SEALT 7 SRR, IL-6 PrR1E I SOE M Z 5@ Rk e T T 40 /(e FEeE, 5% Th2
SRR TR IL-6 LRI 174 A7 550 G 8k C S5, BT EE —EThag, nTLMBIT i
AT IR 28 AL R AL . 7E Kosugi E.M. [8125[AF 72 1 & BTE CRSWNP H 1L-6 JE[A] (1] 174 A7 511 GG
BB LT R, AROL IR 45 TR R AR R FR b, 1L-6 JEDN 174 47 25 1) GG £ R ] LUEHE IL-6 ()7
ARGy, 25 CRSWNP (PR, 10 C S5y 38 BRI AT BAYS/D 285 M 41 CRSWINP % B2 i ¥ & 995 [9] -

2.2. TNF-a, IL-1#11L-33

TNF-a (MBI BEE ) F IL-1 (A3 1) 208 RN R TR R SR, AT &R a4,
i b R AN BRI . IX G i DR AN M S R R R R AR, TNF-a Al IL-1 w] DL 58 i R 1
7E CRSWNP H I IA, T2 RE B MERL 4 i 17 [ 47 )2 192 . TNF-a ZE AT 6 S 3L ORI L,
Bernstein J.M.ZE[9]id it 179 5] CRSWNP 35 Fil 153 51 %:f i 20 & I TNF-a 2 K 1) )5 31 - [X 35k 308 17 A5 1 A
SN HE 5 CRSWNP [ A9 47 1E 2 l&dE . Erbek S.S.%5[10] 82 5] CRSWNP &35 5 106 x4l bk, &
BAE L H L ANEE A IL-1A (-4845GT F1-4845TT [rs17561]). IL-1B (-511CC [rs16944]. TNF (-238AA
[rs361525] #1-308GA [rs1800629]), iXLbfy M2t S CRSWNP kiA%<, CIASL (cold-induced
autoinflammatory syndrome)J& K7 T 1 5 G tafhk, BEFTRIXFIERIES S IL-1b ) 2 I A2 okl S22
YERI[11]. Koseoglu S. [12]%F & B CIASL FE [ [)(c.732GA Fil AA)IE K H 5 CRSWNP f R 5%

IL-33 & IL-1 (BRI — AN 5L, IL-1 B8 SR A 7 A0 45 1L-1b #11 1IL-18. {% IL-1b A1 I1L-18
—Ff, IL-33 gl R IR A SR E A IS ThRE. IL-1b A1 IL-18 W LA{ERE Thl SJ8i, 1L-33 HIm) LA 4y
Th2 48 A7 1) 74, Eedn IL-4 1IL-5 AT IL-33, 17 A2 R EE -t 7E CRSWINP [ A AL i o 2 B4 FH[13]
Buysschaert I.D. [14]%¢id i 284 15 CRSWNP i35 FIfE HExf HE4H 427 1 & B 1L-33 (rs3939286) 17 A 5547 &
[KIF1 CRSWNP [R5 HA 5y Btk

2.3.LTC4S

LTCAS JEKnl DAgfith =) C4 S RFERAS DL H K S-F 2l 2, CYSLTRL FEDA v] LAgw A - bt 21 1 =
524k 1, PTGDR J:[H ] LA4mAS T 51 iR 2 D2 %24k, NOS2 FE[K ] Lgmig—S b8 & kg, M2 518
PERIEMERE, S5 CRSWNP & J%[15] [16] [17]. Benito Pescador D.2%[18]if it 241 i) CRSWNP 5
245 GIxFIEA LR, RIEmMEANEES PTGDR (-613C>T, -549T>C, -441C>T, -197T>C), LTC4S
(-444A>C), CYSLTRI1 (927T>C)Hl NOS2A-1VNTR (CCTTT) n {7 £ Z 215 CRSWNP &% A5 M % .

24. HEXMEF

Cyclooxygenase-2 (COX-2) ] A5 & 48, HMS S5 RIEHIRIFIIRRET & TREA NAR
Mesenchymal-epithelial transition factor (MET) & —Ffi 5 5 57 VA i S0 B A i 52 M4 R Jss 26 K] . Sitarek P.2&
[19]i&1d 195 5] CRSWNP 5 200 %} fE4H LU, RIAE SN ZE A COX-2 5:[F(-765G/C)Hil MET-14C/G
FE R 22 AT LA D CRSWNP ) 5 &+ . Cyclic nucleotide phosphodiesterases (PDES) 3 515 54 S Ml i
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W 55

BABEEMEN, Apuhan T. [20]25 % 31 PDEAD (rs1588265) % 7 1t 5 & B A A 1 5 o

CD14 T H G2 MM NTER R AIZAK. LPS A1— Lo B BE =4 m] LUl R 1 5 40 i (i 2tk
) Rl VA CDA4 AT BN A B 3, AT 2 518V 980E . Yazdani NAE[21]7E 6/ BN B s i 106
i CRSWNP, XfH&ZH 87 f5l, I CD14 )53 C-159T 1) CC K BLA CT 2 F 5 CRSWNP (1]
KR G BTG, CD14 BRI R A% H IR 2 1S 19E /KRB AR K I,

FLEkHE A (lactoferrin, LF) & —Fh B B AR ML R BR S G 1, Ho R 40 B URE A B A 3% B Vi 2 ) B
AbEE . Zielinska [22]554kiE LF J£[K (140A/G) ) 2 A1 OSF-2 (-33C/IG) 1) 2 A1 AE & B A I A& b
BAHEBERER.

3. tEAFEBATFEEAR SNP 5 CRSWNP k%S5 B 5547

MMP &)@ & A0, & —Frep o W IKEG I 5%, 7T CARERR) LT B A 48 i 4 5L i B4y, 7E<UTE
HIPPREEE, SREARS SARANGESHS. IR AMmE 4 8 E T, Molga P.45[23]1F
B 7 MMP-1 3£[K-160701G/2G (rs1799750) % 45145 CRSWNP K H A M. Erbek SS Z[2411EH] T
MMP-9 £:[A-(1562C>T) & 3l F 5 (R 2 25 M 5 A il =] DT ARAN TR 52 = RAE 1Y) S S5 R R0 LA 5 Tk

4. BmMEER SNP 5 CRSWNP X555 B 547

Zaravinos AZE[251RILT K-ras (55 11 F158 12 AL H-ras (28 12 fridifL %m0 15840 5 & 5 A
KA IR SRR BRI i, DACTE S S PRI w1 b R 1 2 Bt 7, N-ras 76 8 5 P AR D RAB DL S &7
HNRE, SR N-ras & & 1 ALE S N T i 6.

5. R EREMRSELTIEER SNP 5 CRSWNP &% 5 B4

NO 2 —F% 3t 1, HINOS HFE M. fE& BREHE T NO SEMIN. Akyigit AZF[26]K M
7 INOS ZE[H-277A/IG £ 251 1) GG FE K 7Erg IR M CRSWNP Flx HE4H 35 AN [H], catalase 2 [K-21A/T £
AHEGUEATN) I TT BB 7L R 18 1 5 32 5% B S AT R ZH 2 2 AN IR, T SOD2AL6V(CIT) 2 41k
[f) CC FERTFIN AR H W 25, R INOS FEH-277TAIG ZAMHEA catalase FEK-21A/T &S
CRSWNP [\ &% BA M, 1 SOD2A16V(CIT)Z A% 5 CRSWNP HI &I 5% .

BIEH KR — P E R, © 55— e YRR AR SRR 5 7R 0o A AR DL A
ITARI[27] [28]. Ozcan C.Z5[29]& 3L GSTT1 oA AE K2 (null genotype) i & CRSWNP [ XU 3 i 2

1.
6. HFRETFEEA SNP 5 CRSWNP &% 5 Bt 5

CHTA /& MHCII [ 3351k A 7. Bae J.S.55[3014kiE CHTA (rs12932187 Al rs11074938) 1] LA jin
CRSWNP ¥R 2 8&dt: . RYBP s& — i 54 k(2 K. Zhang Y.55[31] K3 RYBP £:[X|(rs4532099)#1
CRSWNP [0 BA B j&dt . ERCC 2 —FhEAL IR 7 I ATP MBI DNA fiehi, JIED 2 5o il
FETE, SEZIFRRYIFR 15 E (Nucleotide excision repair, NER)AE /1 T BE, MM S5 CRSWNP %9 KUK
Hahn. Khlifi R.&E[32] &K BIL7E Tunisian A ERCC3 (excision repair cross-complementing rodent repair de-
ficiency gene3) (7122>G)Hil ERCC2 (Lys751GIn) 12 2514 1] LA I CRSWNP A8 IRV, K5 ) @& 7E A e L
AP EE T

FCeRla R E AL T 1023 Jetifh, H 7 NN 2 AR B FALRE, — ANz ML 5 3+ FCeR la
Gwhd = sR A ) IgE ZARIECASE G EE, B o BE, ATRLTT A IgE 197742, Dar S.AZE[33]K I FCeRla
FE XA 5 AN IR 2 A5 1E(SNPs) 5 CRSWNP &G fE(ER e, Ff K ILAE CRSWNP i
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rs2427827 ) SNP 5 IgE BI7KF-HH 5.
7. HEEER/ SNP 5 CRSWNP &% 5 B9

DCBLD2 (the human discoidin, CUB and LCCL domain containing 2) %5 neuropilin-1 (NRP1) %4
ARG, R TUE S S S A 2 bR Al R ] DABH (B4 AT 5 5 CRSWNP B35 IR & i Bz
YHMIETI[34]. RN DCBLD2 Wl 2155 R M4 R Z 7k, 1E b Agi R & 525 Thi/Th2 4
IS8 K AE[35]. Pasaje C.F.25[36] 557545 E A #FH KL DCBLD2_htl J:[H 1) rs828618 fi i (3 K £ 45
PEAERENG AR S S A 2H 35 AR G

8. /&5

CRSWNP [P Rl A BIff,  H AT— 2/t 7 R 2 IR 72 5 W Id 2. CRSWNP 1% [H 5
MO APIESE, T RN R R R AZ IR 2 A M TR R 4N IR F-7E CRSWINP 521 & 90 1 iR 42,
T FRAARAIGI T PR o« Rl 4B R S8 AR U AE CRSWNP Y A, ik DR 4 s LT 75 (O B 9 4 it
Tl o

E&mHE
[ R R i R Bh T H (2017M613438).
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