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ABSTRACT Objective: To observe the clinical efficacy of patients with driver gene negative advanced lung
adenocarcinoma after treatment with paclitaxel and carboplatin (TC) chemotherapy combine with tirilizumab. Meth-
ods: 94 patients with driver gene negative advanced lung adenocarcinoma admitted to our hospital during August
202 1~August 2023 were divided into control group (TC chemotherapy, 47 cases) and observation group (treated
with tirilizumab combine with TC chemotherapy regimen, 47 cases)according to the randomized numerical table
method. The efficacy, serum tumor markers, serum phosphoinositide 3 kinase (PI3K), protein kinase B (Akt) and
adverse reactions were compared between two groups. Results: Compared with control group, the objective remission
rate and disease control rate were higher in observation group (P<0.05). After treatment, the levels of carcinoembry-
onic antigen (CEA), cytokeratin 19 fragment antigen 21-1 (CYERA2I1-1), cytokeratin 19 fragment antigen 21-1
(CYERAZ21-1), glycoconjugate antigen 199 (CA199), PI3K, and Akt decreased in observation group, and were lower
than those in control group (P<0.05). There was no difference in the incidence of adverse reactions between the two

groups (P>0.05). Conclusion: Driver gene negative advanced lung adenocarcinoma patients combine with tireliz-
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zumab treatment on the basis of TC chemotherapy, which can improve the clinical treatment effect, control the pro-

gression of tumor disease, reduce the levels of tumor markers and exert therapeutic effects by regulating the levels of

PI3K and Akt, and has good safety.
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Table 1 General information
TNM stage . .
Groups Male/female Age (years old) History of smoking
(IIIB stage/IV stage)

Control group(n=47) 26/21 59.68+ 5.31 26/21 26

Observation group(n=47) 28/19 59.34+ 4.97 25/22 28
t/a? 0.174 0.320 0.043 0.174
P 0.677 0.749 0.836 0.677
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Table 2 Comparison of clinical efficacy [n(%)]

Objective Disease control
Groups CR PR SD PD o
remission rate rate
Control group
(m47) 0(0.00) 17(36.17) 17(36.17) 13(27.66) 17(36.17) 34(72.34)
-
Observation
0(0.00) 32(68.09) 10(21.28) 5(10.64) 32(68.09) 42(89.36)
group (n=47)
%’ 9.592 4.398
P 0.002 0.036
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Fig.1

Histogram of changes in tumor marker levels
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Table 3 Comparison

of tumor marker levels

Groups Time CEA(pg/L) CYERA21-1(ng/L) CA199 (U/mL)
Before treatment 92.06+ 7.51 5.85+ 0.75 11.62+ 1.18

Control group (n=47)
After treatment 81.56+ 6.32* 3.61+ 0.63* 7.41+ 0.89*
Observation group Before treatment 92.31% 8.67 5.89% 0.68 11.58+ 1.23
(n=47) After treatment 70.59+ 7.33%& 2.58% 0.46%& 5.35% 0.76%%

Note: Compared with before treatment,*P<0.05. Compared with control group after treatment, *P<0.05.
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Table 4 Comparison of PI3K and Akt levels(pg/L)

Groups Time PI3K Akt
Before treatment 5.25+ 0.83 6.51+ 0.46
Control group(n=47)
After treatment 3.87+ 0.68* 4.72+ 0.31%
Before treatment 5.29% 0.76 6.43+ 0.37
Observation group (n=47)
After treatment 2.52% 0.54%% 2.84% (.43%&

Note: Consistent with table 2.
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Table 5 Comparison of incidence of adverse reactions [n(%)]

Upper
. Nausea and Loss of ) Total
Groups Hair loss Fever . . Rash respiratory o
vomiting appetite tract infoction incidence
Cor?mlwggoup 2(4.26) 2(4.26) 2(4.26) 1(2.13) 0(0.00) 0(0.00) 7(14.89)
n=
Observation 2(4.26) 2(4.26) 3(6.38) 2(4.26) 1(4.26) 2(4.26) 12(25.53)
group (n=47)
2 1.649
P 0.199
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