525% 5 ABEBRLE B Vol. 25, No. 5
446 2019 4£9 H Journal of Tianjin Medical University Sep. 2019
MEHRES 1006-8147(2019)05-0446-04 e
it ZF

FSTL1 1 3 ] BR AR 15 5 1Y Jili Bl 2 4 20 Bl 18 1L

wERE &

(R ERR A B B RL , K 300052 )

HE BRY:AR T FSTL1 5 Bk ik vF R 5 4% 18] BRAK B AL X T B4 B R i 5 I R AF e m e B AL e & & o kR
AT AR A A tm i A7 1.3.6.8 h A BRAK 0, 8 h 18] BRAK B An 30 B AL ] Temple 2875 MATRRLE, $2I4m e & & , 4] B AL
JBEFE AR MDA CAT,, F2E 2001 & & 4035 7k Ak Bk 8 & , K Western blot 247, B R LF 42w i F FSTL1 49 Rk, £ 4 £
HARE AL TR, T KA AL L A8 AT I Western blot 24T, Z55R : B BRAK AL 25 , AAL B #3847 MDA Av CAT FLAT 8] 3 o dy
b FF, Temple =T 494 BAL B3R , Western blot %77 a—SMA F= FSTL1 # &4 55 BAL B gL 384748 — 50, %K FSTL1 & ik g,
AR AEAR 2 T AL Collagen 1 Fr a—SMA FiA Ak, 518 1 1) BRAK AR 45 28 A AAL LR L | A% 4T 2 dm L84 7540 X AP 3%
WAL 5 FSTLI 84 Rk A0,

K R RCFR AR LR AR IR R AR G 15 AR AR YA 5 ) BRAR A AL B

RESZES RS63 MHPRERD A

FSTL1 promotes intermittent hypoxia—induced lung fibroblast activation
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Abstract Objective: To investigate the relationship between FSTLI1 and oxidative stress response induced by intermittent sleep hypoap—
nea in lung fibroblasts. Methods: (1) Mouse lung fibroblasts were divided into 1, 3, 6 and 8 hours intermittent hypoxia group, 8 hours
intermittent hypoxia plus antioxidant Temple group and conventional control group. (2) Intracellular proteins and detect oxidative stress
indicators MDA, CAT were extracted. (3) The protein in the intracellular protein and the culture supernatant were extracted and western
blot analysis was performed. (4) We also did the following: Silencing the expression of FSTLI in lung fibroblasts, repeating the above
hypoxia treatment, re—detecting the oxidative stress index and performing western blot analysis. Results: After intermittent hypoxia treat—
ment, oxidative stress indicators MDA and CAT increased with time, and Temple inhibited oxidative stress. Western blot showed that the
expressions of a—SMA and FSTL1 were consistent with the trend of oxidative stress. After silencing FSTLI expression, the oxidative stress
index showed a downward trend, and Collagen 1 and a—SMA expression decreased. Conclusion: Intermittent hypoxia can cause oxidative
stress and activation of fibroblasts, which may be related to the expression of FSTLI.
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