DREYESSHE  biomed.cnjournals.com Progress in Modern Biomedicine Vol20 NO.17 SEP.2020 - 3227 -

doi: 10.13241/j.cnki.pmb.2020.17.006

PR PAEE G115 2 i PR s 2 PE i 15 e AHDGE RRE A 1A 1k *

A= 4

*x W2 oAy TERRD & A &M xi4pt kO&R®

(1 FFd 21X G R BERTSHAS IR PR PR T A SRS 4758 56K 8300005
2 o A B I BD AR DA HES 7 R P o0 B 3% 7100005 3 rir [ A RURBLAE 69223 HEBA 4748 T 4 55 8423005
4 i A R 69240 HEBAEE G 414 %4 A F 830000)

BE B RT3 T 2R T 045 & btk L (THS)HE R B B 18] 48 5 M Al 4 4 S % K o B -1 69 AL, ikl K 9174
60 2, MEALL A 3 4L, 55 . T a0 45 K etk tk L 41 (DHS 40), T 2 Al 45 K de bk A8 F R4L(DHC 40), % R A4 Ktk .40
(NTS 20), 448 20 2, 5238]F DHS 284+ DHC 28 /£ T # LR JZ 40.52 0.5 C IR Z 10 %x 2 %),NTS 41 £ F R IFL(GR AL
25.0+ 0.5 °C iR 35%t 5 %) AN EARRIRIE T RE 3h G AR, 545 DHS 20 DHC A= NTS 2053 AL A%, 4 /- 40
(n=5): &# FHA & 5% 3 & 0 min,50 min, 100 min, 150 min %= & & 572 H BRAT AR B L F T4, BRI AL 4G F & A
TNF-o IL-18 4% T AL B AR 4847 1 iINOS,COX-2 mRNA %2 S8 T4, B R . S1545 T mE b i 7T L DHS 4848t 9] S 43 A R
FIAZ B 69 Fids , AT W) 3E K 232 b A4 SR IR S 3F 50 R B+ % ; DHC 415 NHC 28 78 BB 1) 5 A 40 2739 & b B B 69 % 32
S A, DHS 220 4% 4 ik F ta b # 9 B F TNF-o IL-18 & B £ 18 % T, . T, A4+ &, 44855 i LA T, T; B 14 % ; DHS
202028 1 INOS .COX-2 mRNA f& T, Bt 8] & Bp 8 Ak | A8 R B 1] & 45 F= NTS 28 DHC 4114z, iNOS,COX-2 mRNA #8%¢
R FEFHREMW (P<0.05), it B -FHIRBE T, 0145 & bk S0 4k £ PR35 45 o8 LA 19 F- B4 & ELARZH 2R 4 2 A Kk
B F TNF-a IL-1B & A B EA 25, A2 ) INOS . COX-2 f2 i 545 i3 A2 b +T R AT £ 42 4F A

T 045 & fP AR R T MERIE; S B KR B T

RE A% E:R-33;R605.971 XHEIFRIZFE:A LEHE1673-6273(2020)17-3227-06

Changes of Inflammatory Factors and the Secondary Lung Injury of

Traumatic Hemorrhagic Shock in Dry Heat Environment of Desert*
WU Bin*?, SHEN Cai-fu*’, DING Yu-qing’, CAO Dong’, FENG Kai-xiang’, LIU Jiang-wei'“, KANG Yan**
(1 Key Laboratory of Special Environmental Medicine, General Hospital of Xinjiang Military Command, Urumgqi, Xinjiang, 830000, China;
2 Lintong rehabilitation and recuperation center of the Chinese people's Liberation Army, Xi'an, Shaanxi, 710000, China;
3 69223people's Liberation Army of China, Aksu, Xinjiang, 842300 China;
4 69240 Army Hospital of the people's Liberation Army of China, Urumgqi, Xinjiang, 830000, China)

ABSTRACT Objective: To explore the characteristics of secondary lung injury and the changes of inflammatory factors in pigs with
traumatic hemorrhagic shock (THS) at different time points under the dry heat environment of desert. Methods: 60 healthy Landrace
piglets were randomly divided into three groups: Dry heat trauma hemorrhagic shock group (DHS group), dry heat trauma hemorrhagic
shock sham operation group (DHC group), normal temperature trauma hemorrhagic shock group (NTS group), 20 in each group. Before
the experiment, the DHS group and the DHC group were exposed to dry heat (temperature 40.5% 0.5 C, humidity 10 %% 2 %), and the
NTS group was exposed to normal temperature (temperature 25.0+ 0.5 C, humidity 35 %z 5 %) for 3 hours respectively. Then the DHS
group, the DHC group and the NTS group were randomly divided into four subgroups (n=5): the lung tissues were euthanized and taken
at 0 minutes, 50 minutes, 100 minutes and 150 minutes after the model was established successfully The content of TNF-« and IL-18 in
lung homogenate and the expression of iNOS and COX-2 mRNA were observed. Results: Under high power microscope, the lung of
DHS group was damaged in different degrees at different time points, and gradually increased with time, and the pathological score was
also rising; there was no significant pathological blood change in lung tissue of DHC group and NHC group at different time points. The
levels of TNF-a and IL-1 in lung homogenate of DHS group increased at T, and T, respectively, and the peak values appeared at T, and
T; respectively; iNOS and COX-2mRNA were significantly expressed at T, in lung tissue of DHS group, and there was a significant dif-
ference in the relative expression of iNOS and COX-2mRNA compared with NTS group and DHC group at the same time point (P<0.05).
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Conclusion: In the dry heat environment of desert, the secondary lung injury of pigs with traumatic hemorrhagic shock occurs early and

seriously, and the inflammatory factors TNF-« and IL-1B in lung homogenate have cascade effect. INOS and COX-2 in lung tissue may

play a key role in the process of lung injury.
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Table 1 Primer sequence of each gene

Gene Primer sequence
B-actin: Forward:5'-AACCGTGAAAAGATGACCCAGAT-3'
Reverse5:-GTGGACAGTGAGGCCAGGAT-3'
iNOS: Forward:5-GAAAGCGGTGTTCTTTGCTTCT-3'
Reverse:5-CTTATCTGTTCCATGCAGACAACCT -3'
COX-2: Forward: 5-TGGTGCCGGGTCTGATGATG-3'

Reverse:5'-GCAATGCGGTTCTGATACTG-3'
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Fig.1 Pathological changes of lung tissue in NTS group: A: T, time point; B: T, time point; C: T, time point; D: T; time point. DHC group: E: T, time

point; F: T, time point; G: T, time point; H: T time point. DHS group: I: T, time point; J: T, time point; K: T, time point; L: T; time point.
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#: Compared with DHC group at the same time point, P<0.01;
A :Compared with DHS group at the previous time point, P<0.01.
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Fig.4.*: Compared with NTS group at the same time point, P<0.01;

#: Compared with DHC group at the same time point, P<0.01;
A : Compared with DHS group at the previous time point, P<0.01;
V: Compared with DHS group at the previous time point, P<0.05
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Fig.3 *: Compared with NTS group at the same time point P<0.01;

#: Compared with DHC group at the same time point P<0.01;
A : Compared with DHS group at the previous time point P<0.01;
V: Compared with DHS group at the previous time point P<0.05.
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Table 2 Relative expression of INOSmRNA at each time point in each group

Groups 0 min 50 mins 100 mins 150 mins
NTS 1.00%+ 0.01 1.01% 0.01 1.00%+ 0.02 1.02+ 0.04
DHS 2.12+ 0.31* 3.18% 0.21* 3.67+ 0.23* 3.84%+ 0.17*
DHC 1.01% 0.01 0.99+ 0.02 1.00% 0.05 1.00%+ 0.01
DHS 226t 0.199 3.06x 0.24" 3.56x 0.245 3.86 0.15"

Note:a : compared with the corresponding time points of NTS group, P<0.01;

[J: compared with the corresponding time points of DHC group, P<0.01.
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% 3 BFEERER COX-2mRNA A3 RIEE
Table 3 Relative expression of COX-2mRNA at each time point in each group
Groups 0 min 50 mins 100 mins 150 mins
NTS 1.00+ 0.02 1.00% 0.03 1.00+ 0.04 1.02+ 0.03
DHS 3.48+ 0.28° 3.58+ 0.28° 420+ 0.12° 433+ 0.16°
DHC 1.01% 0.01 1.00% 0.01 1.00+ 0.02 1.00% 0.03
DHS 3.22+ 0.147 3.47+ 0.207 411+ 0.217 430 0.26"

Note: &: compared with the corresponding time points of NTS group, P<0.01;

V: compared with the corresponding time points of DHC group, P<0.01.
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