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Relationship Between the Serum Levels of 1L-33 & IL.-35

and Cardiopulmonary Function in Patients with Stable COPD

WANG Shengcheng, et al
( Danzhou People’s Hospital of Hainan Province, Hainan Danzhou 571700, China)

[ Abstract] Objective: To investigate the relationship between the serum levels of IL-33 & IL-35 and
cardiopulmonary function in patients with stable chronic obstructive pulmonary disease ( COPD). Methods: 77
patients with COPD in Department of Respiratory Medicine of Danzhou People’s Hospital from March 2017 and
September 2018 were divided into stable chronic obstructive pulmonary disease group(n=46) and acute exac-
erbation chronic obstructive pulmonary disease group (n=31) according to the clinical diagnosis, and 40 nor-
mal subjects who underwent a physical examination during this period were included as normal group. Serum
IL-33 and serum IL-35 were detected by enzyme-linked immunosorbent assay ( ELISA). Results: Serum IL
—33 levels in the case group were significantly higher than those in the normal group, and the acute exacerba-
tion chronic obstructive pulmonary disease group was significantly higher than the stable chronic obstructive

pulmonary disease group, and the difference was statistically significant (P<0.05). The serum IL-35 level in
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the case group was significantly lower than that in the normal group, and the acute exacerbation chronic ob-
structive pulmonary disease group was significantly lower than the stable chronic obstructive pulmonary disease
group, and the difference was statistically significant (P<0.05). In the case group, the serum 1L—-33 level of
patients with cardiopulmonary function I-1I was significantly lower than that of patients with III-1V( P<0.05) ,
and the serum IL-35 level was significantly higher than that of patients with III-IV(P<0.05). Serum IL-33
was negatively correlated with cardiopulmonary function (P<0.05) , and serum IL—35 was positively correlated
with cardiopulmonary function in Case group (P<0.05). Conclusions: The serum level of IL—33 in patients
with stable chronic obstructive pulmonary disease is lower than that of patients with acute exacerbation COPD,

while the serum level of 1.—35 is higher. Serum I1.—33 is negatively correlated with cardiopulmonary function,

while serum IL-35 is positively correlated with cardiopulmonary function. The both have a certain influence on

the clinical symptoms of patients with stable chronic obstructive pulmonary disease.
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JAK2 STAT3 .p—STAT3 #= Survivin & & £ A K-F_ Z58R :BRM siRNA #£1 Panc—1 28 &+ BRM mRNA F=
FEYREKRTGATBAF NC 2T 2 F B4 (P<0.05) ; BRM siRNA 20 & & 4 3% 2 Panc—1 %8 A&L3% 74
a4 I 4R G PR 4L Fe NC *F R 2R 38 3% (P<0.05) i@ it it F | = g *F 40 NC s} B 2842 BRM siRNA 41
#9 IC50 4 %1 4 5.18ug/mL.5.05ug/mL #= 3.05ug/mL; % F £ K FE % 3.0ug/mL # & &4 3% F 7 , BRM
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Study on the Mechanism of siRNA Silencing BRM Enhancing the

Sensitivity of Pancreatic Cancer Cells to Gemcitabine

QU Tao, ZHANG Honggang, et al
( Cancer Hospital of Chinese Academy of Medical Sciences, Beijing 100021, China)
[ Abstract] Objective: To investigate enhancement of silencing BRM gene by siRNA on the sensitivity of
human pancreatic cancer cell line to gemcitabine. Methods: Panc—1 cells from human pancreatic cancer in
vitro were cultured. Negative control NC and BRM siRNA were transfected into Panc—1 cells cultured in vitro.

The expression of BRM in Panc—1 cells was detected by RT-PCR and Western Blot,

lencing effect of BRM—specific siRNA. Different concentrations of gemcitabine were used to detect the cell pro-

so as to identify the si-

liferation rate, and the half—inhibitory concentration (IC50) was calculated. The apoptosis rate of Panc-1
cells and the protein expression levels of JAK2, STAT3, p—STAT3 and Survivin in Panc—1 cells were detec-
ted. Results: The expression of BRM mRNA and protein in Panc—1 cells of BRM siRNA group was signifi-
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