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Abstract: Lung cancer remains the leading cause of cancer—related mortality worldwide, with non—small cell lung can-
cer (NSCLC) constituting the majority of cases. Radiotherapy plays a pivotal role in the multidisciplinary management of ad-
vanced NSCLC, particularly for patients with driver gene—negative tumors. Significant technological advancements in radio-
therapy, coupled with the development of novel therapies such as immune checkpoint inhibitors (ICIs), have transformed its
role from a purely palliative modality to a key treatment capable of improving survival. This article systematically reviews
the three primary applications of radiotherapy in driver gene—negative advanced NSCLC: palliative treatment, management
of oligometastatic disease, and brain metastasis control. It also provides an in—depth discussion of the synergistic mecha-
nisms, clinical efficacy, and safety profile of combining radiotherapy with immunotherapy.
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) e 40 3 1T PD-L1 235, T 1CTs ] 3 IR X A i
IR 25 AL
42 kTS =22t

A Bl WoR  TERE B 1 NSCLC U b 0T
HRA ICIs AT AREHE Ry 7R, IRl HAT R4 i 22 4
KEYNOTE-001 105 A9 Y 2250 # 7w , BE A 42 32
PRI 1 R 5 R 45 32 B TEAT A 900 it 2 v e 2E
ST ITC 3 2 5 (63% vs. 40%, P=0.052)""",

Z ISR 2 — 2D IPAG T ICTs BRA UT Y
GRS, —WZ . R LIRSS TAL T
15 1t A BRI S SBRT SO 4H i — L Wik 4 i £ 7% 2l

# A ¥ (granulocyte—macrophage colony—stimulating
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HIRYT 12 JART ORR 43 PFS 2 OS ¥4 fir il 3847,
Xf PEMBRO-RT 5 MDACC #F 5% B8 (930 43 Hr 1k
— 2 WR G OT AT K 7 0S(19.2 40 A
vs. 8.7 H , P=0.000 4) Fl1 /1 {3 PFS(9.0 1 H vs. 4.4
DH L, P=0.045) , S fE“ SRR RN " SN FE TR B
(41.7% vs. 19.7% ,P=0.003 9)'*',

WA, — I 5T XT 64 45417 1~4 > SE 5 R AL (1)
NSCLC & 1) T I R, T 8 58 iR 1
AT (F ARG F/SET ) J5 #2352 A R 2k St
IBIT, PO PFS R 19140 H L 24F OS5 91%

SR, DR VRIT WARAE —E 1y Pk 8, ik
J7 AN [A]— 0 XLTT 8 A 30 e b I8 O g8 1 R B
] F 38 2k 22 FfbIL ) 2 s — > 400 o Y g A
55, T 55 S B VRIT T AL . A IFSE WoR R
REVRYT B[] B 8 A7 R BB mT R 55 M 4% kA I
i i 0 SR A DG AT RE ML < O VR S —Fh
WA T, AT FE S Sy 4 MR 445 F &
RS, AR PR IR T R AT R 4 3 I 147 55 Tregs,
] BEHEIH PD-1/PD—L1 13 35 B9 R 07, #5 2= T3
G g2 ST 1) A2 9 7 T AR . IR, ZE SR RE VR T )
99, I T X6T 7 ek e S A ¢ v P SR LA L
TEPR TS B HILFN RS 3 BT 3k e 7 S 8 V7 AL 5T
ST L Al BT

B O IR 27 5 i 2 B I IR BE Rl i
J7 76 5K 3l 3 PR 944 B A NSCLC IR 7 H i iy I 28
e o YR ERTUT R AR T AR bR AR
Ws | S0 M RATOT RS HE T B 81T Aok A
BRGHRmE = K71
51 EUREWMIKS S ERTT
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I S5 R il LA 60300 ) W B ) 3% 49 P g 440 L 5 s
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