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pressure in patients with COPD complicated with pulmonary hypertension. Methods A total of 38 cases of COPD pa-

Objective To investigate the effect of atorvastatin on inflammatory factors and pulmonary arterial

tients with pulmonary hypertension, who admitted to Department of Respiratory Medicine of our hospital from June

2015 to October 2016, were selected and divided into the observation group and the control group according to the ran-

WIRMEE 5446, E—mail : jhhn69@163.com

Gensini P43 52 1F A 56 (7=0.682 , P=0.000), 1% 1] RBP4
ek Lo R SRR BI BRI A T AR L IE A G
Z5 L i, RBP4 2 S48 M 400 S ALBR ) 241K

YU, WAL R AR A Qs e sl Jhk ok b Al A 18 2 2 gt

J& , JE Wk R RAE S NIOR R AL S AR A 2l o S

113§ RBP4 IRl Lo ;e AT fE e 0 J= , i i fe

AR MK ERAAL , 15 5 PR U B T FUE AT,

(e O K AR S 2 . T FLIL TS RBP4 45 5 3% 1]

AR, B SR, 3 TR Sy o I A9 o A AR 11 7 A 48

b, RO LS TR AR AR A M E R 2% .

& % X ot

(1] #8AN, f83i JE. CHD i3 1L i RBP-4.GMP-140 15 IL-6 () #H e 1
ST W S 2k, 2013, 26(2): 173-174.

[2] Ost A, Danielsson A, Liden M, et al. Retin01 binding protein—4
attenuates insulin induced phosphorylation of IRSI and ERKII/2 in
primarv human adipoeytes [J]. FASEB J, 2007, 21(13): 3696-3704.

[3] 3L, XA, 2t S, AR R S DU SR C R s 5 4R
FK B R AR 1 R AR I, PR ARG AR 22240, 2015, 34(5):

487-490.

[4] 2538, M0 LB AL & 8 11 4 5 5 DR 0 OC R I ARG IR % 43
M. P EZY SRR, 2012, 12(2): 219-221.

[5] sRVT, o BUL, TR, 45, B4 2 ORI G I el 0o 0 28 2 B )
VE FR ARG 19 2 B I8 2 43 17 [J]. AP DB DR 5 2% s, 2014, 22(9):
774-777.

[6] SREERS, VLA, MRS & 21 PR AR (AR ORI 2 Wb PR s
B F 8095 K SR 20 B AR TR EE IR PRAMEL[T]. BE 222538, 2015,
21(22): 4152-4154.

[7] 5%, W, BE N, S M EELS A 5 4 R Apelin-12 52
FE O SO HEE TR B IR A5 B DG PERIF S D). B EE 24, 2014,
18(12): 2275-2278.

[8] Foise, 4B 22, sbbk Al o A8 4 i 1 0o e o X 35 14 A DG PR [,
rf [E AR 4R, 2014, 34(17): 4812-4814.

[91 XU, TR/INGE, XIS, &5, 8 5 b B RS A T 3 9 S oel 0 i i
M DS 2 S bR: s o 28 AR 2 AR DG [T]. T AR R 2%, 2015, 36(18):
2797-2799.

[10] #1428, B&/INRI, W GRH, 45, RS INAE & 5 = PR R MUAE -5 5t sl bk
FAEHIAHSGET]. TR 52, 2016, 37(6): 895-897.

(i H J97:2017-02-28)

- 2781 -



EEEZF2017EIFE28E5E17H

dom number table method, with 19 cases in each group. The control group was treated with routine treatment, and the obser-
vation group was treated with additional atorvastatin. The course of treatment was 6 months. The changes of serum hs-CRP
and TNF-« and pulmonary artery systolic pressure (PASP) before and after the treatment were compared in the two groups.
Results After the treatment, the levels of serum hs-CRP and TNF-« in the observation group were (13.94+3.29) mg/L and
(29.43+6.45) ng/L, respectively, which were significantly lower than (17.28+4.04) mg/L and (35.68+8.47) ng/L in the con-
trol group (P<0.05); PASP in the observation group was (45.36+5.61) mmHg, which was decreased significantly compared
with (57.36+8.19) mmHg before the treatment (P<0.05), and significantly lower than (53.24+8.13) mmHg of the control
group (P<0.05). But there was no significant difference in PASP for the control group after treatment and before treatment
(P>0.05). Pearson correlation analysis showed that serum hs-CRP and TNF-« were positively correlated with PASP levels
(r=0.534, 0.496, P<0.05). Conclusion Atorvastatin can effectively reduce pulmonary arterial pressure in patients with COPD

complicated with pulmonary hypertension, and its mechanism may be related to the inhibition of inflammatory response.
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