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The mechanism of HO-1 on Silicosis fibrosis in rats

Abstract: objective To observe the mechanism of heme oxygenase-1 on Silicosis

fibrosis in rats. Methods 60 Wistar rats were randomly divided as follows: the
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control group (A), silicon dioxide group (group B), group B + HO-1 inhibitor zinc
protoporphyrin group (Group C) and group B + HO-1 inducer cobalt protoporphyrin
group (group D). Instill silica suspension by using the method of tracheal exposure to
duplicate the rats model with silicosis. After manufacturing the model for 28 days,
observe the lung tissue pathological structures by using the HE staining, detect the
HO-1 protein content and HO-ImRNA in the lung tissues of rats by using the Western
blot analysis and the Expression quantitative PCR. Results The expression of HO-1
in normal control group was significantly lower than that of other groups (P<<0.05) .
The expression of HO-1 in C group was significantly lower than that of B group, and
its expression in D group was significantly higher than that of B group (P<<0.05) .
Detected by RT-PCR, the relative expression levels of HO-1 mRNA in four groups
respectively were 1,2.25 + 0.38,1.81 £0.74 and 7.75 £ 0.56. The levels of HO—1mRNA
in C group were significantly lower than B group and its levels in D group were
significantly higher than B group (P<<0.05) . Conclusion HO-1 participates in the
formation process of silicosis fibrosis in rats. The extent of silicosis fibrosis in rats can
be changed by the intervention of HO-1. And it can provide a new approach for the
diagnosis and treatment of silicosis fibrosis
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L1 M8 3EERSD KR 60 R QLUARBERIGEE L F ) , (AR
180~220 5, MEREAH), @EMNMEWFE 1 EJE, BEPLS R PYH: A RO R
(A « ZFAMEAE (BAD  ZHAEHEEIRANKA (C4H) . S AREES
JEARRMRAL (D 4L) o Si0, &5 FAARAESD (> 95%HIBTRL FLAR/NT 5 um) | HO-
1 FI57EE IR (zinc  protoporphyrin, — ZnPP) . HO-1 %5574k J5 ni ik
(cobalt protoporphyrin, CoPP) (sigma A®], EE) ; GPi AR HO-1.
B-actin ZLFEPIE (Santa Cruz AF, EE) ; WANWEAL RNA FEHUL
F & SYBR —EUOEE R PCR RF& (Takara A7, HA) .
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1.2.1 BYBRRERIERSE s FH AR 3 2R KL 40mg/ml  Si0, Ky B, =il
R R 0. A% 2 F BRI B 41K, MIEMZRE e, SneE, 2
B, K Iml BRIREBREAGE N, G SLRS S B S e,
PRIER A WIS 90 Ao [RVE A KB AN Iml KA EE/K, 7E B A

i1 5 [F I 2525 ZnPP 12.5mg/Kg, CoPP 5mg/Kg, K8 I HES 7 K,
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1.2.3 western blot Al  HY 100mg ilZHZUMNAN 1ml 2R, HENEIHK,
UK B 30min JEUREEEE . BCA VEH ML E | EMKE, S8 EARMIT SDS-
PAGE Bt HLYK, ML ZE R LM, 50g/L A MiEAEAEMA 1 h, 250N
NIEHIREPUA HO-1 (1: 1000) . B-actin (1:8000) , 4°CHFH IR,
TBST ¥E¥% (15 minX3 ) , IIALLSEG/N RBR IS b lgbrid TG (1:
50000 , 37°CH¥E 1 h, TBST ¥e#k (15 minX3 KD , ECL &5, UL .
HEAH

1.2.4 FObEB PCRAIW AL 100mg FZHZUMAN Iml Trizol, HIZNAIHK,
UK bW 30min [ 2] 1. 5ml JCwE JGHE EP B b . 2RI H & RNA
SR & 1 W] AR B 4L RNA JEIHE 0 ¢DNA; SR HH SYBR — ik uotE
& PCR A &E &0 HO-1 iRk, LA GAPDH ZERIME NN Z:, FRilEAl [ Ak
Ro RN 95°CHIAEME 3min, 95°CASE 20s, 60°CiBK 30s, 72°CZEfH
20s, 35 MEH. 5IF5F: HO-1 1E L 5~ CTCGCATGAACACTCTGGAGAT-3 , X
5" = TGTGAGGGACTCTGGTCTTTGT-3" 5 GAPDH IE X 5 ~CTGGAGAAACCTGCCAAGTATG-
3, KX 5 ~GAATGGGAGTTGCTGTTGAAGT-3" o HI#¥H i TAEM TREA R A A
o

2. GG KA SPSS18.0 GuitiAFikAT /4. Kol LA £ hriE %
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P ELECR ] Bonferroni ¥%; KyI6/K#E a =0.05.
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3.2 Western blot Kflll HO-1 FEHERX A, B, C. DA 5x
LA, HO-1 R AREW B m T R4l (P<0.01) 5 EHIA HO-1 1157
ZnPP J5, C 4 HO-1 HEHFE TR B AW WL (P<<0.01) ; T D 4L A HO-

1 357 CoPP f5, EAFRAEWHESTHMEH (P<0.01)

2H 5 n HO-1

SHEZH A 2H 5 0.17+0. 04
THEALREL B 4 5 1. 78 +0. 47
TEARE R IR ZE C 4 5 1.3140.24
TEEARRE L R MR D 2 5 2.91+0. 57

3.3 WNEEPCREM HO-1 mRNA ik SZIF8O6E & PCR A &-4H HO-
ImRNA A IR, TAALEERIEE HO-1 mRNA FEaAEeet FEAH =, F HO-1 176
FIFRIBG) 15, HO-1  mRNA RIEKRAEAR, Hd C A B HREFE, (H

TR, 1 D ARIEHE & T HAB R4 (P<<0.05) &

2H ) n HO-1 mRNA
STHELH A 2H 5 1
S ALRES B 4L 5 2.2540. 38

AR R bR C 2 5 1.8140. 74*




TEALEEHER RN R D 2 5 7.75+0. 56*
F 3.792

P 0 048
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WA A LR BN R %, /BRI R 40405 . G BHR K
PERERIE BB R A5 AR, M HIX R A A R — B AR e, (R 24
I L% il 7 G BR B R8T 97 7700

I 21 B0 4EUBE AR AR NI ER (32, A2 H AT R BRI E YR P R 5 4 S 10
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AR FHGEN , TEAB IR R AR 4R s, HO-1 s sl vr

PRI A — A ARG P BEAMER RS, Kie S5EUAH HO-1 K RIREE



ANERE 2R B RAE BN M oA, T T BUB IELTF R R AE . Wang %5
D21 PR IE HE B HO-1 (AR =02 — CO, BRI AE BARIR B T th i MKK3 {55
A AR A E FELAE B 08 T B0 B T AR AR . [RIFEACSEEG 45 R BoRTE A
HO-1 #5371 CoPP RS, KAV, LR 4L A AR RE B B 2 W B0k
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