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Expression changes of neutrophil gelatinase-associated lipocalin and matrix metalloproteinase-9 in peripheral
blood of patients with COPD at different stages and their significances L/ Guo, CHEN Xiao-bing, LI Gang, et
al. Department of Respiratory and Critical Care Medicine, Xichong County People's Hospital, Sichuan 637200, China
[ Abstract] Objective To investigate the expression changes of neutrophil gelatinase-associated lipocalin( NGAL)
and matrix metalloproteinase-9 ( MMP-9) genes in peripheral blood mononuclear cells of patients with chronic obstruc-
tive pulmonary disease( COPD) at different stages and to analyze their clinical significances. Methods From November
2016 to July 2017, twenty-five patients with acute exacerbation of chronic obstructive pulmonary disease( AECOPD) ,
80 patients with stable chronic obstructive pulmonary disease(SCOPD) and 40 healthy subjects were prospectively enrolled
into the AECOPD group, the SCOPD group and the control group, respectively. According to the frequency of acute
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exacerbation episode(or the frequency of hospitalization) in the previous year, the patients of the SCOPD group were
divided into a low-risk group(n =39) and a high-risk group(n =41). The fasting peripheral venous blood samples
were collected from all the subjects in the early morning. After mononuclear cells were isolated and extracted, real-
time quantitative polymerase chain reaction( RT-qPCR) technology was used to detect the expressions of NGAL mRNA
and MMP-9 mRNA genes in each group and the differences in the gene expressions of NGAL mRNA and MMP-9 mRNA
were compared among all the groups. At the same time, the relationship between NGAL mRNA and MMP-9 mRNA
gene expressions and their correlations with clinical indicators such as Body Mass Index, Smoking Index, blood rou-
tine and lung function were analyzed. Results (1) The relative expression levels of NGAL mRNA and MMP-9 mRNA
genes in the AECOPD group were higher than those in the SCOPD group and the control group, and the relative expres-
sion levels of NGAL mRNA and MMP-9 mRNA genes in the SCOPD group were higher than those in the control group,
and the differences were statistically significant( P <0.01). (2)The relative expression levels of NGAL mRNA and
MMP-9 mRNA genes in the high-risk group were higher than those in the low-risk group, and the differences were sta-
tistically significant( P <0.05). (3)The relative expression levels of NGAL mRNA and MMP-9 mRNA genes in the
AECOPD group and the SCOPD group were significantly positively correlated, and the correlations were statistically
significant(r =0.831, P <0.01; r=0.764, P <0.01). (4)The relative expression levels of NGAL mRNA and
MMP-9 mRNA genes in the SCOPD group were negatively correlated with the forced expiratory volume in one second/
prediction(FEV, % pred) , and the correlations were statistically significant(r = —0.416, P <0.01; r= -0.312, P<
0.05). (5)The relative expression levels of NGAL mRNA and MMP-9 mRNA genes in the SCOPD group were posi-
tively correlated with the total number of peripheral blood white blood cells, the total number of neutrophils and the
percentage of neutrophils, and the correlations were statistically significant( P <0.05). The relative expression levels
of these genes had no significant correlation with such clinical indexes as Body Mass Index, Smoking Index and forced
expiratory volume in one second/forced vital capacity (FEV,/FVC) (P >0.05). Conclusion NGAL and MMP-9
may be involved in the occurrence and development of COPD, and their relative gene expression levels may become
new indicators for evaluating the severity of COPD.
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Y ( B TAEY TRARAE) . 5I9F5I0#E2,
FHONTRE 200 0 B (R AR il e R B A FR 53
AT A 1L P 0 B AR BN A, H Trizol
(TaKaRa 225, HAS) $2IBCE RNA, VeI Al 5 4% 1Y
RNA(OD,/ 0Dy = 1.8 ~2.0) , Ff AR 101 e 53¢ 151
& (TaKaRa 23 w]) YW A5 70 W20 & L cDNA, I )5 T
QuantStudio™ 12K Flex SZH}7¢ g & PCR [ ( ABI &
A, ) HEATIIN PO E B R A B RO ((real-

time quantiative polymerase chain reaction, RT-qPCR)"®’
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BIS KT P75 H =4k

NGAL F 5'-GAAGACAAAGACCCGCAAAAG-3’ 135 bp
R 5'-CTGGCAACCTGGAACAAAAG-3’

MMP9 F 5'-TCCCTGGAGACCTGAGAACC-3’ 82 bp
R 5'-GCCACCCGAGTGTAACCAT-3'

B-actin F 5'-GAGCTACGAGCTGCCTGACG-3’ 120 bp

R 5'-GTAGTTTCGTGGATGCCACAG-3’
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X HEZH 40 0.002(0.001,0.004) 0.002(0.001,0.003)
H - 17.623 20. 900
I - 0. 000 0. 000

1 : 5 SCOPD 4 thAe, * P <0.01; 5% IE4H HAs, 2 P <0.01

2.2 SCOPD 4H N W .40 NGAL mRNA F{I MMP-9
mRNA MIX AR L S X4 NGAL mRNA
MMP-9 mRNA J PR AHXT 26 35 10 25 i3 TR XU 4, 22
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Clinical application of modified rotary Scarf osteotomy in treatment of moderate and severe hallux valgus
XI Yin-hui, ZHANG He-li, XU Hai-lin. Depariment of Orthopedics and Traumatology, Betjing Miyun Disirict Hospital
of Traditional Chinese Medicine, Beijing 101500, China

[ Abstract] Objective To analyze the clinical effect of modified rotary Scarf osteotomy in treatment of moderate
and severe hallux valgus. Methods Thirty-three patients(51 feet) with moderate and severe hallux valgus deformity
who were hospitalized in the Department of Orthopedics and Traumatology, Beijing Miyun District Hospital of Tradi-
tional Chinese Medicine from July 2017 to July 2018 were selected as the study subjects. All the patients were treated
with modified rotary Scarf osteotomy. The positions of hallux valgus angle( HVA) , intermetatarsal angle(IMA) and ses-
amoid bone on the X-ray film were compared before and after operation, and the American Orthopedic Foot and Ankle
Society (AOFAS) score and Visual Analogue Scale( VAS) score were compared before and after operation. Results
After operation, IMA and HVA were significantly lower than those before operation, and the differences were statisti-
cally significant( P <0.05). Compared with that before operation, the position of sesamoid bone was improved after
operation. Compared with those before operation, AOFAS score and VAS score were significantly improved at the last
follow-up. Conclusion Modified rotary Scarf osteotomy is effective in treatment of moderate and severe hallux valgus
deformity.
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