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[ Abstract] Objective: To explore the plasma histone acetylation enzyme 2, interleukin 1, interleukin 6
and interleukin 17A levles of patients with COPD and the clinical significance. Methods:64 COPD patients
were retrospectively chosen as the observation group in our respiratory intensive care unit from June 2016 to
June 2018. While, 64 cases of normal physical health people were selected as the control group. Serum
HDAC2, IL-1B, IL-6 and IL-17A levels were determined by ELISA. FEV1/FVC% and FEV1% pred val-
ues were detected by the lung function detector. Pearson correlation analysis was performed to explore the cor-
relation between serum HDAC2, IL-18, IL-6 and IL.-17A levels and lung function. Results : Compared with
the control group, serum HDAC2, IL-1f, IL-6 and IL-17A levels were significantly increased in the obser-
vation group (P<0.05). Serum HDAC2, IL-183, IL-6 and IL-17A levels of observation group were gradually
increased with the lung function grade increase (P<0.05). FEV1/FVC% ,FEV1% pred of COPD patients with
different levels of lung function decreased gradually with the increase of grade, and the comparison difference
results were statistically significant (P<0.05). Pearson correlation analysis showed that serum HDAC2 level
was positively correlated with lung function. While, IL-18, IL-6 and IL-17A levels were negatively correla-
ted with lung function FEV1/FVC% and FEV1% pred (P <0.05). Conclusion: The expression of histone
deacetylase 2 was decreased, IL-1f, IL-6 and IL-17A levels of COPD patients were significant increased.
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The inflammation of patient airway and alveolar tissue were activated, which might be one of the main factors

of progressive decline of lung function.
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KA & (£ E R&D A F )M E HDAC2 IL-1B.IL-6 1
IL-17A, @iz & & . & | Vmax6200 it 3 4 % 4,
WRAHFEZ NV DANTAERERA A HEEN A
(FEVI/FVC), FEV1 & il it {5 & & 4 b (FEV1%
pred) ,

1.3 it 4 #7 . 5k SPSS21.0 x4 # 4T & it 247
EAP AT ERBERKA (x2s) £ o7, 4110 = 7
KAMIFER RN, ZHARLRXARLER T
Z /> #f Tukey HSD 3, Games — Howell, [ B, 5% A
Pearson 48 % T3 % i % HDAC2 \IL-1B . IL-6 71 IL
—-17A K-F 5 fsh e thtl =, P<0.05 kT %R A4
T E X,

2 &% B

21 P4 A4 % HDAC2 IL-1B.IL-6 fr IL-17A
AP 8 ELISA & A &0 % K B F R A X 45 47 4
Rink 1 i, GHBARRAFLE, WEHAEM
fit B i HDAC2 £k ¥ B %, IL-1B . IL-6 0 IL
—17A KFN B E AT, = 7FH %15 E XL (P<0.05),
2.2 R A E 18 AT A HDAC2 IL-18 . 1L-
6 1 IL-17A 7K 4% . 18 PR A A 3 B8 i o e o 8 1T
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£1 WAIMF HDAC2 IL-1B.IL-6 1 IL-17A 7K F LB ( x=s)

4 n HDAC2 IL-1B8( pg/mL) IL-6(pg/mL) IL-17A(pg/mL)
Xt F& 41 64 6.35+1.02 0.39+0.14 10.21+5.34 6.92+1.75
WE 4 64 2.54+0.68 3.42+0.27 30.03+7.29 31.46+8.62

t 3.084 5.274 4.254 3.531
p 0.013 <0.001 0.001 0.006
F2 TERFEHIHEER PR £ % HDAC2, IL-1B,IL—-6 Fl IL-17A 7KF b ( x=s)

! n HDAC2 IL-18( pg/mL) IL-6( pg/mL) IL-17A(pg/mL)

1 % 18 4.07+0.33 2.77+0.29 23.89+2.61 24.65+3.75

1M 28 3.20+0.58 3.33+0.22 31.88+3.36 32.01£2.56

IV 4 20 2.08+0.39 3.84+0.26 36.27+2.18 40.77+52.66

F 47.684 41.119 62.862 116.207
P <0.001 <0.001 <0.001 <0.001

23

A B A it ot 6 1% PR B B o R LR R B R
| Ji 3y #4918 FEL A B 2 FEVI/FVC% 47 FEV1% pred

R 3 FERA AL B EE A IhAE LB ( x=s)

ME DR T Z A R, ALK ZEZRAE ST
%% 3 (P<0.05), L% 3,

il n FEV1/FVC% FEV1% pred

I 4 18 58.44+3.41 59.22+2.81

I 4 28 47.53+2.95 43.71+3.87

IV 4 20 39.99+2.24 34.17+2.12
F 91.869 142.834/0.000
p <0.001 <0.001

2.4 i HDAC2 IL~1.IL-6 1 IL-17A KF 58 1.IL-6 IL-17A A F 5 /i 50 f 2 8 = i 48 % (P <.
Jifi B i o B B9 A % M . R | Pearson A8 X AT 41t 05), L%k 4,
KA, 18 M A i iE HDAC2 5 fif 20 #6 E 4 <, IL-
x4 & HDAC2 .IL-1.IL-6 F1 IL-17A 7k £ 512 fE A S8 E i Zh e A48 6 1%
st FEV1/FVC% FEV1% pred
T P T P
HDAC2 0.659 0.000 0.752 0.000
IL-1B -0.771 0.000 -0.709 0.000
IL.-6 -0.864 0.000 -0.879 0.000
IL-17A -0.897 0.000 -0.920 0.000
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