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OV A) Z5dl, Rl it e #E 36 W (bronchoalveolar lavage fluid , BALF) H 20 Jig 5155 2 W R 4 41 i (eosnophils , EOS ) T4 I8 JIE A5 T fiY
ST, B4/ BT ZHZ0H 1L-25 mRNA BALF M L% Y IL-25 B33543 07 P00 5 — S8 i e o 12 . IHHIBR S 3 1R o S 36
(enzyme-linked immunosorbent assay, ELISA) &, /NRAEK A0 P815 43 A Xf BRAA AN 1L-25 41, 43 51| 7 S s R 37 3L 0 1125 T+
T, WA AN RS 752 135, FH ELISA R 11-6 F/KT-, Z53R 204 BALF AN SECR EOS T BR2H B 25 7+ (P < 0.01),
JINER R BT R AN 2 A AR T BT, LA ZT R 1L-25 mRNA BALF J L35 A 1L-25 Fm R IE# 4
FIE (P < 0.01) , AR ROBFSE LB 1L-25 2 P81S i 11-6 Fhin) 4 W Z T (P < 0.01) . Z5it . 1125 7 OVA i S
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Expression of IL-25 in asthmatic mice and its influence on release of IL-6 in mast cells
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[Abstract] Objective:To observe the expression of interleukin (IL)-25 in asthmatic mice and to investigate the potential influence
of 1L-25 on release of IL-6 in mast cells. Methods: BALB/c mice aged 6-8 weeks were randomly divided into the control group and
the asthma group, and treated with equal amount of phosphate buffer solution(PBS) or ovalbumin(OVA), respectively. Mouse asthma
model was validated by detecting the total number of cells and eosinophil cells (EOS) in bronchoalveolar lavage fluid (BALF). The
expressions of IL-25 mRNA in lung tissues and IL-25 in BALF and serum were measured by reverse transcription-polymerase chain
reaction (RT-PCR) and enzyme-linked immunosorbent assay (ELISA) in the two groups. Mouse P815 cells were divided into the control
group and the IL-25 group, and treated with equal amount of culture medium or IL-25, respectively. The levels of released 1L-6 in
supernatants were detect by ELISA. Results; In BALF, the total number of cells and EOS in the asthma group were significantly
increased than those in the control group (P < 0.01). The mice were irritable and their breathing rate were accelerated, and the
model was validated. The expressions of IL-25 mRNA in lung tissues and IL-25 in BALF and serum were significantly higher in the
asthma group than those in the control group (P < 0.01). In P815 cell supernatants, the secretion of 1L-6 in the 1L-25 group were
significantly higher than those in the control group(P < 0.01). Conclusion: The expression of IL-25 was increased in OVA-induced
mouse asthma model. IL-25 may promote the process of asthma by stimulating 1L-6 release from mast cells.
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1.1

TETEHMENE BALB/c /N 20 R (R Rt ERFR S
sy ), 6~8 JEIE AKTE (18 = 2)g, BRNTE S (o-
valbumin, OVA) Z54A7 (Sigma /A ], 32 ), TRIzol
(Life 22w, 36, 9% 5% 140 & (Roche A W], 36
E), IL-25 519 LA TAY TRERARA Flt
B, /N TL-25 B S0 T B 52 56) (enzyme-linked
immunosorbent assay, ELISA )57 & (A [ U 2K
HRHEBA A IRA R o /NEUIERANIERE (P815) (H
ERFBE Ei Rl T 98B ) . DMEM 5350 F
R R AIG A= 005 (e s R AR A W R AT FR
5] o /INE TL-25 (Peprotech 23 A, 2 ), /N 1L-6
ELISA 5] £ (R&D A, £H),

12 Fik
1.2.1 Shthrm5 B8R H &

I I BEAIL AT 3 4 /N BURE AL 40 SA % BEZH A
WENZH 2 BEOCIREU N RS B2 L 5 0 R AR
14 K7/ NEURIETESTSUE0R . (0.2 mL PBS 1% 20 pg
OVA F12 mg EAMIR), 5 27~30 KK 4 d,F/)
BB THHAR T, T 1% OVA IR RAS SRS
BRFAL 30 ming XTI AR PBS AL OVA
WO /B BRI A3 i S B AN

L ERMA | SIS TSRS VIR L
DBl BN
122 HARE

MBS R % 24 h )5, R BRI, 2
0.7~0.8 mL, & IR FHE 30 min,3 000 r/min &.> 15 min
B I, T —-80°CUKAR PR AF#5 FH o i o 78 Uk
(bronchoalveolar lavage fluid, BALF) JZ ifitH 2R A
AR BRI 37 RPE 254 58 /N B, FTHF B s |, 4 43
WA, A 1 mL PBS IR T SO S i vk
A3, IR S80% , e BALF, #1741 At & 44
J EOS TR TL-25 Pil5E . BUIi414, -80°Ck A4
FEFHTHEI 1L-25 mRNA
1.2.3 i 25— A Bpsk RO sk A ] s A 48 4
IL-25 mRNA &k

U515, Ml 408 RNA H TRIzol 15
PRI, AL RNA 0655 cDNA, B IER R (2x
SYBRGreen 12.5 pL,10 wmol/L fJ PCR 55 I'F
51914 075 pl,cDNA 1.00 pL,DEPC 7K 10.0 pL,
SARFR 25.00 L) #7500 % PCR AU i fL bk
T PCR Y4, W 2544 :95°C 5 min;95°C 20 s,55°C
20 5,75°C 30 s, fffFF 40 YK, 1L-25 mRNA FEikKF-R
FHABR 2 ik, A BRI ERE IR R, 51
YIF5) 1025 b 5'-TGGACAGGGACTTGAATCGG
3", T 5 -CAGGAGTATGGCTTCCAGGGT-3' ;
GAPDH | §i¥ 5’ -GGGTGATGCTGGTGCTGAGTAT
GT -3', Fiif 5'-AAGAATGGGAGTTGCTGTTGAAGZ-
TC-3',
124 feXk#miptizicls F0

P815 7E & 10% i 4F LG 1% B 5% 8 W
DMEM 15323 | F 37°C 5%CO0, B 356 P 55 9%
PEEE AN 2 2 1x10° 4/mL, 3R T 6 FLACH, 2
X RRL R 1125 40, 56 2 RTINS F 1K 6 h
J& A3 AR R IR 10 ng/mL IL25 (R ES %
SCHEk [7]) T P815,16 h JFU4E 13,1 500 r/min
B0 10 min, BL-20°CYKFA PR-AFHFAM 1L-6,,
1.2.5 ELISA &4m] 1L-25 & 11-6

PRI &, F/NEL TL-25 ELISA iR%1 &
Kl 2 24 /)8 BRI M BALF b IL-25, /KL 1L-6
ELISA {57 &40 P815 553710 15T,
13 %itssE

PS5 24 % F SPSS20.0 B F kAT 40 24k
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PRS2V ER g, T 2555 H ¢ K, 7 25 5F
K, P < 0.05 AEFAGIHHE L,
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2.1 #a R BALF P a0 %4 % EOS #+4%

EOS 12 /2 PR 2 18 M R 5E R0 I RRAE M
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J 0, 5 SRk PR G 4 BALF w2 i B8 & EOS
TR IR B 5 THE (1 = —6.858,P < 0.01;1 =
-12.939,P < 0.01), JinZ /NG BRI A 2 iR 5
PG BRI SIS SR g% O IR AL
L D BRI R T B (B 1),

22 L R L P IL-25 mRNA #9 % ik 2 F
2 2H Al 21 27 P 1L-25 mRNA R80T BR4H 5
FZTH s (1=—13.318,P < 0.01, K] 2A) , i 4 BALF
W25 IR IR AL B TS (1=-8.043,P <
0.01, [#] 2B) , B Wi i35 Hr 1L-25 Rk A0t R 2 i
FThE (1= =7.725,P < 0.01, 18 2C)
2.3 IL-25 SHe kit 1L-6 53kt %0k
ALK BIBFSE & B 125 2H P815 i+ 16
FEIRAENT AL 1 2 T (1=—6.668, P <0.01, 18 3)
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Figure 1  The total number of cells and EOS in BALF e BRI T AT TL-25 5k L5 s o
§ ; 47 ? 4017 N C25' %
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Figure 2 The expression of IL-25 in mice of two groups
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K3 P81S ki IL-6 ik
Figure 3 The expression of IL-6 in P815 cell supernatants
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