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Detection of concentrations of Th2/Th17 cytokines in guinea pig model of
allergic rhinitis
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[ Abstract]Objective : To investigate the changes of interleukin— 17 (IL-17)and interleukin—4 (IL—4) in nasal lavage fluid and inter—
leukin—23 (IL-23) mRNA in nasal associated lymphoid tissue of animal model of allergic rhinitis(AR). Methods ; Guinea pig model
of AR was established. Nasal lavage fluid was collected,then [L—17 and IL—4 levels in nasal lavage fluid were measured by ELISA.
Nasal associated lymphoid tissue was separated,then IL-23 mRNA expression level was detected by RT-PCR. Differences of cytokines
level were compared between model group and control group. Results:Level of 11.—17 in nasal cavity lavage fluid was ((4.98 +1.54)
pg/ml) in model group and ((12.68 + 3.32) pg/ml) in the control group. Level of IL—17 decreased in model group than in control
group with statistically significant differences(:=10.35,P=0.006). mRNA level of I1.-23 in nasal-associated lymphoid tissue was the
same with IL-17. But the level of IL.-4 in the nasal cavity lavage fluid((31.20 £ 4.25) pg/ml) was significantly higher in model group
than in control group((6.60 = 1.36) pg/ml),with statistically significant differences(:=17.26,P=0.001). Conclusion:1evels of 1L—17
and 1L-23 decrease in AR model. But level and levels of 1.4 are significant higher in model group than in control group. Thereby we
infer that there is the imbalance of Th2/Th17 cytokine network in AR, which may play an important role in allergic inflammation.
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iR BT SEB, £ E bR _E SIS ARIK
AL A HL 2 AR P HLRLREIR  IndTmeE 1
55 SRR RRIE HE Jy 0 n] DK 8 TR T b 4 ¥
T AT LIZ AR K BR800 42 i ik A6l
FERIH TL-23 TL-17 Fl IL-4 19335, #F1% AR 3))
YRt RS A Th2/Th17 4 R 126 1

1 #EFFE

1.1 %%shH

{8 Hartley RPKR 12 5 MEPE R BT 250~300 ¢, 1
1 R RI R 2 B 2 2 B sl ) S g s o 4 SE S 3l AL
43R 2 41 AT RN B4 6 H, SEIRHTZUER KR
TCIT M P WP RNE: Je R R i A S AR R L R B, 7
2PN 5 i3 IR 3 P ki o ad R AR, AR 12 b ) W7 IR
B AT . LA EAAL 2 g SEB + 20 wl AEBRERK  7EVEAT
eI TE LR AT K BB E FLIBEI , & 4 d 1 Wk, HEEE 11K
(3t 41 d), xR LIAEIRER AU SEB BEF TSR,
1.2 83K

S RNA $EBGF G MIX (7% Taq DNA RATEHIANTP)
W A 3% G A= ) TR A BRAA |, i siiatn) & th R 2B
TARA B R A RUbR B A0 At 43 B S TBD 23
A e T A 26 Invitrogen 237, KL 1L~4 11L-17 ELISA
KA F 2 E BPB A7, IL-23(p19)Fl B-actin 1) PCR 5|
Y1 DERT LAy TRA A,

%1 FT RT-PCR 44f# IL-23(p19 ). p —actin 3|41F 751
Tab.1 Primer sequences for IL-23( p19) and B -actin
FEIH 24 ElL/2
IL-23 IEX5Y 5" ~GATCCACAAGGACTCAAGGACAAC-3
1L-23 X51¥ 57 ~AGGATCTTGATTCTCAGAAGAAGGC-3’
B-actin IEX 5 5" -TGTCTGGCAAAGTGGATATTGTAGC-3’
B-actin X X514 5° ~GGACTTGTCGTACTTCTCGTGATTC-3’

1.3 FRATH Fethinl 3547

1.3.1 FEReEUEE BRUCRIERTEIG 1 h N, AR AL
SR B A T it , 8K ol I B o et A T v ARt A 13 A
AL

132 SBEVERIE 2 2K T 11 RELEMEE 5 h
N WLARE ST 20% SR EREE (1 350 mg/ke) , Bl HE VR
WS Nabe S0 I, KR 2 FATRNSLARAT , 470 5
JEELAANE 564 2 ml A 3R K (37 C) M BRI, 42
0 G s 308 3k A 5 Ak T B HCRAS T 08 DO ARG | R VG
T A 2 1) 2 s TR T AT 80% LA I 11 2 fs v
VEMHE I, 83808 1 400 v/min B5.0 10 min, FIEWRARAET
—80 CYKAH , R0 TL-4 F1 T1-17 FH,

1.3.3  SAEEVERCR AN F RO SEgr s A ELISA v
Tk s VE VR TL—4 1 TL—17 . — oAk i B2 1 Al AL A
50 wl FRifEah s A RIS BALINA 10 pl AR
A ZHE TAEWFN 100 ! R i S AL BEbR IC SR FI 3 R
5115 5,37 CIFH 60 min, Yet , FEFLINA 50 pl TMBAE {4,
WL IR%AT 5 5,37 CIEE 15 min, BFLIA 50 pl &b Ik
S o KT Thermo 4> H S EEARAE 450 nm AN FIRAEEL
i . IL-4 ELISA 70 & 9 Fe IR M BR B2 8 2 pg/ml, IL-17
ELISA 28 & it IR FR BE R 1 pg/ml,

134  SAHSCHE AL 55

1341 SEEARARRGT 2 HIKER TR EED RS,
ST EDTBOMARGE o 05 S Bz RS 32 [ S5 s i) A U
PAH LI (V0] 50 3 43 AU S s, {000 e fs 2 0 Y RS T 2, 47
HE Yo (0 7@ f5 5 PSR RE IR R AR I 00 5 — My
BT BSR4y B S Asanuma 567
177, /IO B BRI 21

1.3.42  PrARABEEFINE  F R ZUE A S
oA & (FHEK 500 TU/ml, 555 % 500 pwg/ml) [ Hanks
FFOTE 4 CCRALFE 1 h, P Hanks WEYE 2 Y, BRI,
1343 Al g HIREYLE 300 H A M
R BRI 7E 2 ml PBS WPYE T R BE  uE R
NEA 2 ml PRMIL640 J537 + 4 mg/ml )5 1 A5 37 100
i 7E 37 CFMEE 44K 30 min, TEE G, SANNEE (A
Rl o v 1 /o AR 2 1 A -4 e 1 R ¥ g 2T
1.3.44  Ficoll #EBUEACHKELLNM KB b RO AN M I
2RI FRETET 6 ml PRMI1640 B35 . 4 R4 i Bk
SRS B K R AN B A L2 (BB 101) &%
i 2 000 r/min B0 15 min, $FEIBCRAHSCH L ANAE, B S AHOC
R 2R FUCEE T 2 ml PBS B 10 pl TR ST I ER T
Bb I AT AN T HR, 25 SR B e TR R P A A 2 x
10° 4>, WA EIR 28 4 °C 1 200 r/min B5.0> 5 min, PEI% 2
W, UL BRZA Ficoll WK,

1.3.4.5  BAHSCHR AN I3 [C -6 5% 2 & Y (03047 40
AL RIS USRI U R, 25 G- AR AT
Fer Sul - il RS W N R = e e Ol E i R
T, FRAS 0 S AH IR EL 20 AR 7 4R AR 80% 45 A
1.3.5 RT-PCR #il] S AH R L ZH 21 rf IL-23 mRNA 193
ik A RNA $RBGRAF & (RNA simple Total RNA kit, B0
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AL 20 Wl WK, T PCR AT s 5%, FER B 41
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263 bp) 3B JORJEH 57.3 °C, B-actin(359 bp) HYIE iR
1 56.1 °C, LA cDNA AR (2 wl), F B R E 1
TFUFBI AT PCR R, PCR ¥ 38 4610 . 95 CHiAs i
4 min,#KJ5 95°C 30 5,57.3 C 30 5,72 C 30 s, 3t 32 PMFEF,
PEFRSEEE 72 CHEMH 5 min,, ¥ 7 wl PCR P=H T 293l h
e (A 2 BE e ) 1 IEFTHLEK , Bio-Rad BERSHUR R 440
HEREE R 1 HH A7 A Quantity one V 4.4 ER 43R
AT R T, AR 3G B-actin 3G 40 OL
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14 St F ot
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BRI AN AR, PR AT — Sk A A R
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b Xt B ZH[(6.60 +1.36) pe/ml] i, 26 57 A it X (1=
17.26,P=0.001, & 1A), TSI T 1L-17 1 FRiKKTF
EHH R, SR IRZH](12.68 +3.32) pg/ml|HLEE, BRI 4] TL—-
17 BIFIEIKF[(4.98 + 1.54) pe/mlfik, 22 54 GE 178 X (1=
10.35,P=0.006, % 1B),

— 18
o $16
E ; Z14
E 12}
= & 10
= 2 3
2 B 6
i #og
= L)
= )

Xof Bt R 2 it AL A 2]
A L4 B.IL-17

a. 5% B LA, P<0.01
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Fig.1 Levels of IL-4 and IL-17 in nasal lavage fluid
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Fig.2 Level of IL-23 mRNA in nasal-associated lymphoid tissue

Al A2 AIA2M  B1B2 B1B2

AL X IRZH 1L-23;A2. X HRZH B-actin; B1. FEIZ 11.-23;
B2. HEHIZ] B-actin; M. marker

3 EMREHKEHAH IL-23 F1 p-actin mRNA IR X
Fig.3 Level of IL-23 and pB-actin mRNA in nasal-associated

lymphoid tissue
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YRR A AR RIS 5E , F e PR EIR Y 1L-17
(IFRIREN, TL-17 () B F DR 5 AR
M, PN B2 20 e R 2T 24 40 B 430 116 TL.—8 Ak
YT R4 P50 R T, AR N AT A 4T k44 e ]
BT —1, T2 5 R A A B4 5 |
Ak, X T 40 T AR U R EVE O RE AR a2t
B SR AN 174 A

IL-17 7E I PRI I8 A2 R 0 8 VR A
RN R A TR A, —BE2E IR S | W Wy B 1 il
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WE TR IR, H W TL-17 Fil IL-17 mRNA ¢
K55 w20 B 9 I 15 O 2 B I A S
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B AR A T8, 5 A1 A I R Pk 4 i AE T I
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Wi I &R AHA A 223 DAy 780 oy P I i L A
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SRR, IL-17 76 AR FEHRIBTSR 80
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IL-23 7E AR WP &IKFEAR, T Th2 4+ 1L-4 1Y
FRKOFH BT . B IL-17 EE & Thl7 400
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[ Abstract)Objective ; To investigate the risk factors for hepatocellular carcinoma (HCC) combined with portal vein tumor thrombus

(PVTT). Methods : Retrospective analysis was conducted for 126 HCC patients chosen at random in the department of hepatobiliary

surgery in the First Affiliated Hospital of Chongqing Medical Uni—
versity from April 2009 to April 2011. Alpha—fetoprotein (AFP)
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