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ABSTRACT Objective: To observe the effect of probiotic intervention on intestinal flora, immune indexes and related complications
in patients with non-small cell lung cancer undergoing chemotherapy. Methods: 80 patients with non-small cell lung cancer (NSCLC)
who needed chemotherapy from January 2016 to December 2018in affiliated hospital of Chifeng universitywere selected as the subjects
of observation. They were randomly divided into probiotics group and placebo control group with 40 patients in each group. The physical
indexes of each group were measured before and after chemotherapy. The occurrence of complications related to chemotherapy was ob-
served. Bifidobacterium, Lactobacillus, Escherichia coli and Enterococcus were detected quantitatively. The levels of CD3*, CD4", CD8" T
cells in serum and SIgA in fecal suspension were measured. Results: After chemotherapy, the BMI and WHR of the probiotics group
were significantly higher than those of the placebo group (P<0.05). The contents of bifidobacteria, lactobacillus and fecal SIgA in the pro-
biotics group were significantly increased compared with the placebo group, and the contents of enterococci and escherichia coli were
significantly reduced (P<0.05). After chemotherapy, the proportion of CD3" and CD4'T cells in the probiotics group increased significantly
(P<0.05), while the proportion of CD8'T cells decreased significantly (P<0.05), and there was no significant improvement in the placebo
group (P>0.05). The ratio of CD4"/CD8" in the probiotics group was significantly higher than that in the placebo group (P<0.05). Conclu-
sion: The balance of intestinal flora in NSCLC patients was destroyed after chemotherapy. Probiotics intervention can regulate the imbal-
ance of intestinal flora, improve the immune status of patients, and reduce the complications during chemotherapy.
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Table 1 Comparison of the body parameters before and after chemotherapy between the two groups(xt s)

BMlI(kg/m?) WHR
Groups n
Chemotherapy before After chemotherapy Chemotherapy before After chemotherapy
Probiotics group 40 2248+ 2.24 20.53+ 1.34** 0.91% 0.05 0.88+ 0.04*"
Placebo control group 40 22.56% 2.20 18.86% 2.10* 0.89+ 0.06 0.74+ 0.05%*
t 0.161 4.240 1.620 13.835
P 0.8724 <0.001 0.110 <0.001

i S FFEELL , *P<0.05; SR EFIXTER AL, "P<<0.05,

Note: *P<0.05, compared with that before chemotherapy; Compared with the placebo group, *P<0.05.
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Table 2 Comparison of the intestinal bacterial colonies between the two groups before and after chemotherapy(xt s, n=40)

Groups Time bifidobacterium Lactic acid bacteria enterococcus E. coli

Chemotherapy before 7.06% 0.37 7.97+ 0.84 9.92+ 0.86 10.29+ 0.89
Probiotics group

After chemotherapy 10.56% 0.29** 9.85+ 0.97* 7.26+ 0.91* 8.84+ 0.87*

t 47.095 9.266 13.442 7.368

P <<0.001 <<0.001 <<0.001 <<0.001
Chemotherapy before 7.09% 0.41 8.04% 0.82 9.73% 0.85 10.31% 0.83

Placebo control group

After chemotherapy 5.75+ 0.30* 7.32+ 1.04* 9.59+ 0.74 10.43+ 0.91

t 16.683 3.438 0.786 0.616

P <0.001 <0.001 0.434 0.550

i SRR, *P<0.05; SREFIXRAMEL,P<0.05,
Note: *P<0.05, compared with that before chemotherapy; Compared with the placebo group, *P<0.05.
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Table 3 Comparison of the contents of SIgA in the feces between the two groups before and after chemotherapy(xt s, n=40)

Groups Chemotherapy before(mg/g) After chemotherapy(mg/g)
Probiotics group 0.85+ 0.06 1.29+ 0.19*
Placebo control group 0.84+ 0.07 0.84+ 0.06
t 0.686 14.281
P 0.495 <0.001

i SUTETALL, *P<0.05; SREFIX R AL, P<0.05,
Note: *P<0.05, compared with that before chemotherapy; Compared with the placebo group, *P<0.05.
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Table 4 Comparison of the T cell subsets between the two groups between the two groups(xt s, n=40)

Groups Time CD3"(%) CD4*(%) CD8(%) CD4"/CD8"
Chemotherapy before 53.98+ 3.36 24.53+ 2.42 27.89% 4.03 0.89+ 0.26
Probiotics group

After chemotherapy 56.87+ 2.29** 34. 96+ 2.23%* 19.76+ 3.05*" 1.89+ 0.24**

t 4.495 20.05 10.17 17.87

P <<0.001 <<0.001 <<0.001 <<0.001
Chemotherapy before 52.63+ 3.57 23.26% 2.73 26.84% 3.99 0.94+ 0.38

Placebo control group

After chemotherapy 53.08+ 3.29 22.68+ 2.26 2831+ 3.38 0.81+ 0.27*

t 0.5862 1.785 1.778 1.764

P 0.559 0.078 0.079 0.082

5 raisELE, *P<<0.05; 52 RFIXTEBAMELL,*P<<0.05,

Note: *P<0.05, compared with that before chemotherapy; Compared with the placebo group, “P<0.05.
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