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Molecular biologic study on heme oxygenase in experiment pulmonary thromboembolism ZHAQO Ming-yan,
LUO Yun-peng, FEI Dong-sheng, HUANG Yong-lin. Department of Critical Care Medicine, the First
Clinical Hospital of Harbin Medical University, Harbin 150001, Heilongjiang, China

[Abstract] Objective To investigate the changes in heme oxygenase (HO) system expression in
pulmonary thromboembolism (PTE), and the influence to the pulmonary artery blood pressure as a result of
the changes. Methods In 23 healthy adult male dogs, autologous thrombus was injected through the jugular
vein to reproduce the PTE model. A (pulmonary embolism
3 hours group), B (pulmonary embolism 8 hours group), C (pulmonary embolism 24 hours group) and D

They were divided randomly into 4 groups:
(control group). Swan - Ganz catheter was placed via the femoral vein to observe the changes in
hemodynamics. Pulmonary artery was obtained to detect the expression of HO — 1 using semi - quantity
reverse transcription — polymerase chain reaction (RT -~ PCR) and immunohistochemical method. Results
The pulmonary artery mean pressure (PAMP), pulmonary artery systolic pressure (PASP) and pulmonary
artery diastolic pressure (PADP) of the experimental groups were increased obviously after the pulmonary
embolism as compared with those of before the embolism (all P<{0.05), and were decreased obviously
1 hour after the embolism (all P<C0.05). The decrease was gradual and stopped after' 4 - 5 hours, but the
pressure 8 hours after embolism was still higher than that of before embolism. HO -'1 was not expressed in
pulmonary artery in control group, but expressed after embolism in each experimetal group. The expression
was increased gradually after pulmonary embolism, and it was remarkable 24 hours after embolism
(all P<C0.05). Conclusion The expression of HO -1 increased in PTE, and the increased pulmonary artery
blood pressure decreased at the same time. The results suggest that HO - 1 is related with dilatation of
pulmonary artery after PTE.
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B Bkl 45 FE (PASP) | Jili 3 Bk &F 5K FE (PADP) 254k .
1.2.4 AL sE . {4 RAENEN BN KEAZ
RALFE AR B B B Bk AR AR
HEEN MABRES,  RHEBE-70 CHKERF.
1.3 BshBk44 HO - 1 B .

1.3.1 319t GENE BANK B H B 5
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Table 1 Hemodynamic changes before and after pulmonary

BEsh 23.2£2.28 29.743.48 19.9+2.18
BEML  2.842.48 20.343.68 19.142.34

W AR WAL, P<0. 05 AR M L,
AP<0. 055 D 4 R M L 5. OP<<0. 05
2.2 MshBk4ER HO -1 MEXTL
2.2.1 RT-PCR&R(E 1D:DAMzhkER+
RIMHO -1 mRNA W5 ERERNE TR,

embolism in each group(x+s) mm Hg
LGV PAMP PASP PADP
D 2 BENR 18,6415 2%.9%1.6 16.440.9
2 REAH 19.841.9 2M4L1.8 16.541.4
2 BEb 18.241.6 26.641.2 16.141.3
A % $1 19.3£1.6 22415 16.741.8
2 BESh 18.940.9 26.141.3 16.841.1
A 1 RENR 19.842.3 29.5£2.0 17.6+1.9
T RENH 38.744.1*0 54.845.9*0O 32.943.7°0
T BElh 28.943.8" 20 40.3+47* 80 U.843.1* 80
T RE3h 26.84£3.3" 20 B.6+4.3°40  23.143.7° 40
B 7 BENR 19.71.8 %.9%1.4 17,5416
1T BEFR 39.644.1*0 35.745.8+0 W.5+4.4*0
7 B¥lh 29.84£3.6" 40 42.0+4.9* 40 25.143,7* 80
T B¥E3h . 26.142.9°20  38.443.8*A0  23.743.0* 40
7 BEShH 22.6£2.38 29.243.68 19.641.98
cH 7 BREW 20.2£1.7 28.341.9 16.2£1.7
T REAR 39.844.4*0 55.046.1*O 33.744.8*0O
T BElh 20.543.980 41745480 24.343.6* 40
7 BE3h %.74£2.5*80 3743640 2435780
7
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HO -1 mRNAERZXEWEHBE.CHE A HHLEE
FE B FE X (P<0.05),

Marker A# B4 (&2

HO-1(463 bp)

B —actin{347 bp)

1 FEhEKE L HO - 1 mRNA FRiX
Figure 1 Expression of HO - 1 mRNA in pulmonary tissue
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