ERTIE S AR
2014 4F 6 H

AT R B 27 B o i
Journal of Youjiang Medical University for Nationalities

Vol. 36 No. 3
Jun. 2014

N—Z BBt amRiakE R iaT LMmpraug”

ERN BERA
Q. JHREEBERIAEREZS-_F.)® ®WT 530021 E—mail:tangzhongquang@126. com;
2. JEHKEBRIAERRASAMARN,® BT 53002D

 E: HM HWAN—CZBFERABRNAOBBHAMAMEEF AR R LA 2NN Bw., ik HR 69T .1 #
AHEE. SN NACHTAH U THEZAHA. OMGWBT 1 E, 9 &4 hik (VC.FEV, % .TLC.DLco) . 3 ik
AP HMENACHT LAWK, BR ZABTWERGEVC FEVIN. . TLORDASNERETZR AR
HEEL W TARRAABT MG Do KR ZF AL FE XL (P <0.05), NAC B 4% 7 /& Dleo 2 7 &
FUFZEX(P>0.05), ZHABEFTHWEMGHEVCFEVI N TLOX MDA 2NN ZEH ALK, ZRAL AT FEX
(P>0.05), #it NACHWH A ENMHAL . RELWAFX NI EAREALE FZEEAFWAFRA . 2R THA
M JEA .

KW LM N— B E M AR ik R AT

FESZES: RI135.2 TEARIRAD : A TEHS: 1001 —5817(2014)03—0341—03
doi:10.3969/j. issn. 1001 —5817. 2014. 03. 008

Efficacy of N—acetylcysteine effervescent tablets in treament of patients with pneumoconiosis

Tang Zhongquan',Jiang Dongfang®

(1. The Second Com prehensive Unit ,Guangxi Workers Hospital  Nanning 530021, Guangxi,China
E—mail: tangzhongquang@126. com; 2. Dust and Pneumoconiosis Research Institute , Guangxi
Workers Hospital s Nanning 530021, Guangxi, China)

Abstract ;

gas analysis in patients with pneumoconiosis.

To explore the effects of N—acetylcysteineon (NAC) on lung function and blood
Methods
osis were divided into NAC treated group, Xifeining treated group, control group and blank control group. O-

Objective

Sixty —nine patients with stage I and II pneumoconi-

ral medication for one year, the patients’s lung function indexes such as vital capacity (VC), forced expiratory
volume in one second (FEV1%), total lung capacity, TLC), diffusion capacity for carbon monoxide of the lung
(DLco) sand arterial blood gas analysis were comparatvely analyzed. Observed the efficacy of NAC in treatment
Before and after the treatment, pulmonary function (VC, FEV1 %, and TLC)

and blood gas analysis results in three groups showed no statistical difference. DlLco levels in Xifeining group

of pneumoconiosis.  Results

and blank control group, compared before treatment to after treatment in each group, there were statistically
significant differences ( P <{0.05), DLco in NAC treatment group, compared before treatment to after treat-
ment, there was no statistical difference ( P >>0.05). The difference pairwise comparison of lung function (VC
and FEV1 %, TLC) and blood gas analysis among three groups was done, there were no statistical differences
(P >0.05).

with pneumoconiosis, ameliorate hypoxemia, improve the patients life quality, and ease breathing difficulties

Conclusion NAC can inhibit process of pulmonary fibrosis, improve lung function in patients

and other symptoms.
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