R R R R S 241 (A AR ) 537 BH S W
. 584 - ACTA UNIVERSITATIS MEDICINALIS NANJING (Natural Science ) 2017 4E 5 A

FRET B T & 17 X ERBRF /IR T 4N K AfHLR Fas/FasL 5
ey aE=Al

Rat= L RARF LVERSE LR F A I
(" TTAEAL 7 o7 Bt R o K 6 e A A B, i SR o AN B A T B B A B~ e 12 2 3 BE, it 5k5<H 075000)

[ E]1 B ARGTBHW A/ ZE-17(interleukin-17 , TL-17) %} 18k 2 2 (bleomycin , BLM) 175 3 /Iy BUIT £F 24k Ak, | 40 A 98 7 i1 fili 2 21
Fas/FasL RIKM52 00 . 773% :80 2 C57BL/6 /NERBENL ST 4 4, 43 5 AR T AR 41(SG) . BLM 40 (BG) , i FIHL 14 4 (NG) R T 14 X it
HIG), &/NRTE N — WA BLM 75 2 I £F 4E AL I8 1, T R0 0 25 3 55t A B3R K . NG R IG /N B2 AN BERT 1 K
REW 3 d IR K A T B L TL-17 S R R k) AL BB A, SG I BG 45 T 45 PBS. TRl )E 28 d, AbAE A 41/
B, UM ZH 2R, 30 5 Masson %4 €0, 8 358 I 0 75 e I o D10 4% 20 /0 BRI 27 Ak AU R B P o X 4t S0 R 3 20 284 2 3ok 4 Sl s ) i
HAANMLIA TR Fas/FasL I RIRTE B, R 5 BG ALIG # L, NG /N BUIZF 4k A0 72 132 B 8 08 55 (P<0.01), BRI AR & i i &
[% (P<0.01), 41 i J8 1= F Fl Fas/FasL K75 53 BEAR(P<0.01), £518: NI TL-17 #eBHWT 5 |, BE B 35 003 BLM 375 5 19 il 2F 4 4k

[ ALK 40 L U8 TSR N Fas/FasL #6315 , 2 WIBH KT 1L-17 % BLM 5 5 80/ RET 4L i 3% 5 Fas/FasL 08 7730 A ¢,

[XHER] AN Z-17; AT 6T 44 ; Fas/FasL

[FESES] R563.9 [XEtRERD] A [XEHRS] 1007-4368(2017)05-0584-04
doi: 10.7655/NYDXBNS20170513

Blocking effects of interleukin-17 on pulmonary fibrosis and expression of Fas/FasL in
mice induced by bleomycin
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[Abstract] Objective:To explore the effect on pulmonary fibrosis,cell apoptosis and expression of Fas/FasL in lung by blocking IL-
17 activity in mice induced by bleomycin (BLM). Methods : Eighty C57BL/6 mice were randomly divided into the following 4 groups:
sham group(SG),BLM group(BG),neutralizing antibody group(NG) and isotype-matched control antibody group(IG),respectively. Three
groups were received a single intratracheal instillation of 5 mg/(kg body weight) of BLM to induce pulmonary fibrosis,while SGs was
administrated the equvalent sterile saline. NG and IG were injected through caudal vein with neutralizing rat antimouse 1L-17 mAb,or
control rat IgG every 3 days starting on day 1 before making model ,SG and BG were received equvalent PBS alone. All mice were
sacrificed after 28 days. Lung tissues were removed and used to evaluate the extent of pulmonary fibrosis by Masson staining and hy-
droxyproline contents measurement. Cell apoptotic rate and the expression of Fas/FasL. in mice were detected through Flow cytometry
and immunohistochemical method. Results: Compared with BG and 1G,the pulmonary fibrosis degree of NG was decreased remark-
ably(P<0.01). Hydroxyproline contents was reduced obviously (P<0.01). Apoptotic rate and expressions of Fas/Fasl. were decreased
significantly (P<0.01). Conclusion: Pulmonary fibrosis was improved significantly after the endogenous 1L.-17 activity blocked ,mean-
while, apoptosis and the expressions of Fas/Fasl. were both decreased. These data showed that antimouse 1L-17 mAb ameliorate the
pulmonary fibrosis induced by BLM and it is related to Fas/Fasl. apoptotic pathways.
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Figurel Masson staining of mouse lung for each group(x100)
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Table 1 Influence on lung fibrosis, HYP content in mouse

lung after blocking IL-17 activity (xs)

4151 FYEfL(%) HYP &4 (ugle)
SG 41(n=20) 3.65:0.49  391.39+29.69
BG 41(n=18) 50.33+4.91" 776.95+36.66™
NG 41(n=20) 18.75+3.23°  526.29+40.70°
IG 41(n=19) 49.26+4.03"* 762.73+35.66"

5 SG 41 He A ,"P<0.05,7P<0.01; 5 NG 4 He % ,*P<0.01
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Table 2 Influence on apoptotic rate in mouse lung after

blocking IL-17 activity (wks)
2150 TR
SG #(n=20) 3.1820.14
BG 4(n=18) 17.68+1.49"
NG 4 (n=20) 6.74+0.46"
1G 41(n=19) 18,151,447

5 SG 4 H 4 ,"P<0.05,7P<0.01 ;5 NG 41 H 4 ,*P<0.01
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Table3 Influence on expression of Fas/FasL in mice lung

after blocking IL-17 activity (xs)
Group Fas FasL.
SG 2 (n=20) 4.22+0.17 3.77+0.47
BG #(n=18) 11.78+1.79™* 9.99+1.75"
NG 4(n=20) 6.75+0.42" 5.92+0.73"
1G #(n=19) 12.09+1.26™* 10.71+1.35"

5 SG 4l e #,"P<0.05,7P<0.01; 5 NG 41 He % ,%P<0.01,
3 it i
AWFIE R BLM £ 38E 4 2515 /N PF 11
KA R A, BG 4/ PR R EE S SG AH EL B &

BN HYP & & & Th i, 1 HYP Ok I 521 4 i
A HYP &8I, HE R il 2 29 09 Jise J5 AT 4k 54



o537 %5 51 KRz R IE BRI 25 FH T P/ 2217 ) 1Ok 25 245 /0 BN 2T 4 4k R il 26 21
2017 4F 5 11 Fas/FasL 2535 10 50 (1. 79 50 BERF R 2 2430 (R FF¥ ) ,2017,37(5) :584-587,624 . 587 -

SGH. BG4

FasL

NG 1G4

B3 &ENRIAL Fas/FasL %% H B F 3 & (x100)
Figure 3 Immunohistochemistry staining for Fas/FasLof mice lung in each group(x100)
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