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The six CNV-driven ferroptosis-related gene composi-
A tion prognostic models screened by a variety of
= N | . . bioinformatics methods have good prognostic value for

Coefficients

o9
00000
P
P
P
oooooooooooooooooooooooooooooooooo

14

Partial Likelihood Deviance

1.2

S s X 5 Y LUAD and may provide certain basis for individual

' ) treatment and evaluation of LUAD patients. However,
Figure 3: CNV-driven ferroptosis-related genes are associated || ihis study has certain limitations that the specific

with  LUAD ~ prognosis. (a) Forest map of CNV-driven || o ponicm of the effect of CNV-driven FRGs on LUAD

ferroptosis-related genes by univariate Cox regression. Yellow: , " : .
risk factors; blue: protective factors. (b) The LASSO Cox analysis still needs to be further verified by basic experiments.
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