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ABSTRACT Objective: Through the observation of advanced non-small cell lung cancer patients TKI before and after treatment in
peripheral blood IgG, IgM, IgA, C3, C4, C-reaction protein and CD3", CD4*, CD8*, CD4"/CD8cell expression changes, we discuss TKI
treatment for advanced non-small cell lung cancer on the immune function of influence and significance. Method: 30 cases of no n-small
cell lung cancer patients were selected and their following factors were detected before treatment and after one month of therapy by
hydrochloric acid erlotinib (TKI), peripheral IgG, IgM, IgA, C3, C4, C-reaction protein and CD3", CD4", CD8", CD4"/CD8" cells express
level, analyzes its expression changes and the relationship between changes and the therapy efficacy. 30 patients in non-small cell lung
cancer patients were as control group. Results: Before treatment, TKI group and control group IgG, IgM, IgA, C3, C4, C - reaction protein
level essentially normal, but the number of CD4" cells reduced, CD4*/CD8* ratio was low, CD8" cells quantity increased, compared two
groups, 1gG, IgM, IgA, C3, C4, C-reaction protein, CD3", CD4*, CD8*, CD4"/CD8" differences were no statistical significance (P>0.05);
TKI treatment after a month, TKI group and control group IgG, IgM, IgA, C3, C4, C - reaction protein level had no obvious change, but
the number CD4" cells increased, CD4/CD8" ratio is previously high, the CD8* cells quantity is reduced, compared two groups, CD3",
IgG, IgM, IgA, C3, C4, C - reaction protein difference were not statistically significant (P>0.05), but CD4*, CD4+/CD8", CD8* difference
have statistical significance (P<0.01). Conclusion: After TKI treatment, advanced non-small cell lung cancer patients with cell immune
function has been improved with the changes of the CD4* and CDS8" cells , and TKI treatment efficacy can be relatively peripheral blood
CDA4+,CD47/CD8", CD8"cells expression changes reflected.
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Table 1 Comparison of six items of peripheral blood immune between The TKI group and the control group before treatment(x+ s)

Grouping n IgG IgA IgM C3 C4 CRP
TKI group 30 18.69+ 5.55 3.67+ 0.77 2.48% 0.52 1.35+ 0.23 0.33% 0.09 8.97+ 191
Control group 30 18.72+ 5.87 3.64+ 0.83 2.46% 0.51 1.33+ 0.24 0.32+ 0.10 9.06% 2.21
P value 0915 0.813 0.937 0.760 0.241 0.580

iE:P>0.05 {847 R TKI A S RAINE MERATIEREHITERN,

Note: P> 0.05 the treatment before TKI group and the control group, peripheral blood immune six showed no significant difference .

% 2 JBYTET TKI A 53 HRASMNEM T i B AL R xt s)
Table 2 Comparison of peripheral blood T lymphocytes between The TKI group and the control group before treatment( x+ s )

Grouping n CD3" CD4' CDg8’ CD4'/CD8"

TKI group 30 59.01% 7.33 18.62+ 4.14 35.88% 6.00 0.53+ 0.14

Control group 30 58.69+ 7.17 19.30+ 4.43 36.10+ 5.49 0.54+ 0.15
P value 0.862 0.546 0.884 0.693

iE:P>0.05 847 AT TKI ASXRASNFM T HBHMEESLTRITERN

Note: P> 0.05 the treatment before TKI group and the control group, peripheral blood T lymphocytes difference was not statistically significant.
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YGRS, 14 PIRRSE ) (10 BIHERE , W RAR #4589 20 Bl A 17 4l
CD4" 4 Jits ¥ 2 4% =, 18 {4 CD8" 4f Jiy ¥+ i, />, 18 4l
CD47/CD8" [LfH LT+, £ T CD4" 4ijf0 %t ik /> . CD8" 4 fifd &%
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%3 &7 TKI A5 BASNE M B AR (x+ s)
Table 3 Comparison of six items of peripheral blood immune between The TKI group and the control group after treatment( x+ s)
Grouping n IgG IgA IgM C3 C4 CRP
TKI group 30 118.68+ 5.74 3.60+ 0.78 2.47+ 0.51 1.35+ 0.24 0.33+ 0.10 8.97+ 1.88
Control group 30 18.34+ 5.27 3.57+ 0.73 2.46x 0.50 1.34% 0.22 0.33+ 0.08 8.93+ 2.35
P value 0.513 0.887 0.867 0.786 0.920 0.676
P> 0.05 i897/E TKI A S RANMNE N EEATIEREFHITEEX
Note: P> 0.05 after treatment the TKI group and the control group, perlpheral blood immune six showed no significant difference.
F 4 &7 TKI AS5xHRASMNE M T #h EBAELL B (x£ )
Table 4 comparison of peripheral blood T lymphocytes between The TKI group and the control group after treatment( x+ s)
Grouping n CD3* CD4" CDg' CD4'/CD8"
TKI group 30 59.80% 9.45 33.13+ 8.57 22.13+ 3.21 1.54+ 0.50
Control group 30 59.32+ 7.38 18.54+ 3.17 36.26x 5.80 0.51% 0.10
P value 0.829 <0.01 <0.01 <0.01
i :P>0.05 j8¥7/F TKI A5 ERASMNE M CD3" EREHKITERX
P<0.01 3447 /5 TKI A5 3E84H 4ME M CD4*,CD8*,CD4"/CD§" gﬁcﬁéfm-} BX

Note: P> 0.05 after treatment the TKI group and the control group, peripheral CD3" showed no significant difference;

P<0.01 after treatment the TKI group and the control group, peripheral blood CD4*, CD8*, CD4'/CDS8" difference was statistically significant.

x5 TRRRSYHE

Table 5 Adverse reactions classification

Toxicity Number of people Incidence
Rash 6 20%
Dry skin 1 3.33%
Itching 1 3.33%
Nail changes 1 3.33%
Peeling 1 3.33%
Diarrhea 3 10%

Total 13 43.33%

2.4 RRER 4%

TKI 41352 MR E IR R R VAYT — A UG, e O e ke
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