5546 55 7 1] P R BE R 2 A 4R CA AR BRSO
202647 H Journal of Nanjing Medical University (Natural Sciences ) *1073-

« W R o

360 = B BT RO O R MR A A e R B S0 T
P38 R TR OB

LFAR, B L AER A, A
T ERR S B E AR, TLOR FER 210011 EI i EE AN RER MR AL IS BT 211300

[ ZE] B8 07 S RIS H ih =85 -7 %7 5 (riglyceride-glucose, TyG) i B2 75 vl T & 5 R Bk Pl & 10T
F1%) JR3 1S S 30 A e 38 /N 48 B A9 (nom-small cell lung cancer, NSCLC) B3 IR ES Ji . 73 5%k« [RIBUIE 2 4T 243 151 Fo3 Bk U1 R 6 34
F 2 B A BR BB S AT VR YT I NSCLC B TR A , MR 44 45 F X -tile SR 1 SR AT 1 9.3, 4 J 8 40 i Ty G #8804
FUETYG 8 H2H . Cox LA R (11 A 43 B By 78 T 52 M i A2 A7 3 Coverall survival , OS) (AL TS R 2, 368 1% 26K 25 i 5771
LR PTRINAAY 25 B Wi 72 AL HE 160 317 Ty G FR5UE# A1 83 HIMK TyG Fa i Bf . K TyG F8 B4 v i o 6 3t Ji8 £ 77 AN DS
WEKT R TYGHREAL. MK TyG T B I G 26 55.42%, T o Ty G 1R EUAL 9 30.63% 5 HH ML [R195 95 128 1) 22 4353 09 95.18%
F156.88% . Z [KZ [F1VA 5 M #f € 1 iR 97 Al f R R B A% F2 5 MEAE T HCAA 1 (programmed death ligand 1, PD-L1) BH 4 LE A5 P
a3 AR E TR (body mass index, BMD FI TyG $a £ /F 4 DS B TS TN A . FIZR BRI | TyG $5 £ (HR=2.99, 95%Cl:
1.73~5.16, P < 0.001)F > 3= ZE 5 T D8 7 ) 25 1k, HLVGR: PD-L BH M BB 43 1607 10 R B K BLAR A BMI. 4538 TyG
BHUZ R A AT 3 NSCLC 3838 A S va o7 A7 3SR TI R A, 41K Ty G T80T 504

[k88Im] AR/ DRt : S eih T s O A5 Rk s 24k

[(PEHES] R7342 [EFREES] A [XEHS] 1007-4368(2026)07-1073-11
doi: 10.7655/NYDXBNSN250515

The impact of triglyceride-glucose index on the efficacy of immunotherapy and prognosis

of locally advanced and advanced non-small cell lung cancer
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[Abstract] Objective: To investigate whether triglyceride - glucose (TyG) index, a marker of insulin resistance, can predict the
clinical outcome of patients with locally advanced and advanced non - small cell lung cancer (NSCLC) treated with tislelizumab
combined with chemotherapy. Methods: We retrospectively analyzed data from 243 patients who were treated with tislelizumab
combined with chemotherapy with locally advanced and advanced NSCLC, dividing them into high and low TyG index groups based on
an optimal cut - off value of 9.3, determined using the X - tile software. Cox proportional hazards regression analysis identified
independent prognostic factors for overall survival (OS), and a prediction nomogram model was developed based on them. Resulis: The
study cohort included 160 patients with a high TyG index and 83 with a low TyG index. The median progression-free survival and OS in
the low TyG index group were significantly longer than in the high TyG index group. The objective response rate was 55.42% in the low
TyG index group and 30.63% in the high TyG index group, while the respective disease control rates were 95.18% and 56.88% .
Multifactorial regression analysis identified pre-treatment maximum tumour diameter, proportion score for programmed death ligand 1
(PD - L1) positivity, body mass index (BMI) , and TyG index as independent prognostic predictors of OS. The nomogram model
emphasized the importance of the TyG index (hazard ratio: 2.99, 95% CI: 1.73-5.16, P < 0.001) as a major prognostic predictor,

followed by the PD-L1 tumor proportion score, pre - treatment tumour diameter, and BMI. Conclusion: TyG index is a long-term
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predictor of the efficacy of combined immunotherapy and chemotherapy in patients with locally advanced and advanced NSCLC, and

low TyG index has a better prognosis.

[Key words] non-small cell lung cancer; immunotherapy; prediction model; efficacy; safety
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Table 1 Baseline table data for the high and low triglyceride-glucose index groups

Variable Total (n=243) LowTyG(n=83) HighTyG(n=160) P FDR Y
BMI[n(%) ] 0.804 0.936 0.006
<25 kg/m’ 194(79.84) 67(80.72) 127(79.38)
=25 kg/m’ 49(20.16) 16(19.28) 33(20.63)
Fasting blood-glucose (mg/dL, x + s) 93.73 +7.65 94.32 +7.89 93.43 +7.53 0.387 0.520 0.847
Fasting triglycerides (mg/dL, x + 5) 235.12 +43.15 237.82 +43.57 233.73 +43.01 0.485 0.566 0.697
TyG index(x £ s) 9.29 +0.21 9.30 £ 0.22 9.28 +0.20 0.351 0.505 0.693
Age(years,x £ ) 64.82 + 8.94 63.94 + 8.87 65.28 + 8.97 0.268 0.424 -1.113
Sex[n(%) ] 0.271 0.424 0.868
Female 49(20.16) 20(24.100 29(18.12)
Male 194(79.84) 63(75.90) 131(81.88)
Alcohol history[n(%) ] 0.078 0.208 2.614
No 167(68.72) 51(61.45) 116(72.50)
Yes 76(31.28) 32(38.55) 44(27.50)
Smoking[n(%) ] 0.550 0.566 0.212
No 103(42.39) 33(39.76) 70(43.75)
Yes 140(57.61) 50060.24) 90(56.25)
ECOG[n(%) ] 0.083  0.208 2.547
0 150¢61.73) 45(54.22) 105(65.62)
1 93(38.27) 38(45.78) 55(34.38)
COPDLn(%) ] 0.175  0.355 1.448
No 177(72.84) 56(67.47) 121(75.62)
Yes 66(27.16) 27(32.53) 39(24.38)
Histologic type[n(%) ] 0.646  0.646 0.105
Adenocarcinoma 125(51.44) 41(49.40) 84(52.50)
Other 118(48.56) 42(50.60) 76(47.50)
CA-125[n(%) ] 0312 0472 0.758
<35 U/mL 89(39.63) 34(40.96) 55(34.38)
=35 U/mL 154(63.37) 49(59.04) 105(65.62)
CEA[n(%)] 0.217  0.396 1.204
<3 ng/mL 142(58.44) 53(63.86) 89(55.62)
=3 ng/mL 101(41.56) 30(36.14) 71(44.38)
PD-L1 expression[n(%) ] 0.470 0.566 0.345
TPS < 50% 122(50.21) 39(46.99) 83(51.88)
TPS = 50% 121(49.79) 44(53.01) 77(48.12)
Diameter of tumor[ n(%) ] 0.083 0.208 1.431
<50 mm 145(59.67) 46(55.42) 99(61.88)
=50 mm 98(40.33) 37(44.58) 55(34.48)
Extrapulmonary metastasis[n(%) ] 0.331 0.486 0.697
No 132(59.67) 46(55.42) 99(61.88)
Yes 98(40.33) 37(40.58) 61(38.12)

TPS: tumor proportion score; COPD: chronic obstructive pulmonary disease; CEA: carcinoembryonic antigen; CA-125: cancer antigen 125. Inde-
pendent-sample ¢ test was used for continuous variables, and )’ test was used for categorical variables by default. FDR correction was performed for P

values by Benjamini-Hochberg method.

ECOG $F43 %5 /5 1) #3 PFS %05 (HR=0.31, 95%ClI: H. RIFFMREHIIRE SEK A0S B3 M, BRI
0.19~0.51, P=0.043) . F£4F|H T H5OSH KT TyC I8 HER I AR T AE, K55 /2 75 PFS I R
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Table 2 Short-term efficacy of the two groups of patients
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Relationship between the low and high TyG index and median PFS(A) and OS(B)in patients with locally ad-
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3 ng/mL: Y Z54E 50.0%, B 1E4E 41.10% (x’=1.62, P=
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Table 3 Univariate and multivariate regression analysis of prognostic predictors for PFS in NSCLC patients

Univariate Multivariate
Variable HR(95% CD P HR(95% CD P
Age(= 60 years vs. < 60 years) 0.85(0.59-1.26) 0.410
TyG idex(Low vs. High) 4.81(3.32-6.98) <0.001 4.38(3.00-6.38) <0.001
Smoking history(Yes vs. No) 1.08(0.78-1.50) 0.658
Drinking history(Yes vs. No) 1.20€0.86-1.69) 0.284
Sex(Male vs. Female) 1.31€0.88-1.96) 0.186
Tumor diameter(= 50 mm vs.< 50 mm) 1.26(0.91-1.75) 0.170
CEA(< 3 ng/mL vs. = 3 ng/mL) 1.38(1.00-1.91) 0.052
BMI(< 25 kg/m® vs. = 25 kg/m*) 0.71€0.51-0.98) 0.039 0.86(0.62-1.19) 0.362
PD-L1 expression(TPS < 50% vs. TPS = 50%) 0.45(0.31-0.64) <0.001 0.56(0.39-0.80) 0.001
ECOG (0ws. 1D 1.39(1.00-1.93) 0.017 0.31€0.19-0.51D 0.043
COPD(Yes vs. No) 1.15(0.69-1.93) 0.593
Tissue type(Other vs. Adenocarcinoma) 1.38(1.00-1.92) 0.052
Extrapulmonary metastases(Yes vs. No) 1.29(0.93-1.78) 0.125
Fasting triglycerides 1.20€0.94-1.53) 0.139
Fasting blood glucose 0.99(0.90-1.10) 0.916
CA-125(< 35 U/mL vs. = 35 U/mL) 0.95(0.68-1.32) 0.794

F4 NSCLCEZOSHMEMNRAFRARZNZ RELEASHT

Table 4 Univariate and multivariate regression analysis of prognostic predictors for OS in NSCLC patients

Univariate Multivariate
Variable HR(95% CD) P HR(95% CD P
Age(= 60 years vs. < 60 years) 1.00€0.98-1.03) 0.770
TyG idex(Low vs. High) 3.19(1.88-5.41) <0.001 2.99(1.73-5.16) <0.001
Smoking history(Yes vs. No) 1.61(0.97-2.68) 0.067
Drinking history(Yes vs. No) 0.66(0.37-1.17) 0.157
Sex(Male vs. Female) 1.05(0.59-1.85) 0.871
Tumor diameter(= 50 mm vs. < 50 mm) 2.24(1.36-3.68) 0.001 1.98(1.18-3.33) 0.010
CEA(< 3 ng/mL vs. = 3 ng/mL) 1.09€0.66-1.78) 0.740
BMI(< 25 kg/m® vs. = 25 kg/m*) 0.52(0.31-0.86) 0.010 0.47(0.32-0.98) 0.018
PD-L1 expression(TPS < 50% vs. TPS = 50%) 0.55(0.34-0.71> 0.019 0.73(0.38-0.85) 0.036
ECOG(0vs. 1D 1.32(0.80-2.18) 0.283
COPD(Yes vs. No) 0.83(0.49-1.40) 0.480
Tissue type(Other vs. Adenocarcinoma) 1.31€0.81-2.14) 0.271
Extrapulmonary metastases(Yes vs. No) 1.16(0.71-1.89) 0.552
Fasting triglycerides 1.20€0.84-1.73) 0.316
Fasting blood glucose 1.10€0.98-1.24) 0.112
CA-125(< 35 U/mL vs. = 35 U/mL) 1.00(1.00-1.00) 0.851
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Figure 2 Nomogram prediction model for 12-,24-, and 36-month OS in NSCLC patients
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Table 5 Feature comparison between the training set and the internal validation set [n(%)]
] Internal validation Training set , ) Internal validation Training set
Variable set(n=73) (=170 X P Variable wtn=7) ety X
Age 1.94 0.164| Histology 2.08 0.149
<60 years 37(51.11) 74(42.43) Adenocarcinoma 40(54.79) 76(44.71)
=60 years 36(48.89) 96(57.67) Other 33(45.21) 94(55.29)
Sex 0.01 0.940||CA-125 5.06 0.403
Female 16(21.92) 38(22.35) <35 U/mL 23(31.51) 80(47.06)
Male 57(78.08) 132(77.65) =35 U/mL 50(68.49) 90(52.94)
Smoking 0.02 0.897|CEA 1.62 0.203
No 32(43.84) 73(42.94) <3 ng/mL 43(58.90) 85(50.00)
Yes 41(56.16) 97(57.06) =3ng/mL 30(41.10) 85(50.00)
Drinking 0.53 0.466|| PD-Llexpression 0.03 0.856
No 52(71.23) 113(66.47) TPS<50% 33(45.21) 79(46.47)
Yes 21(28.77) 57(33.53) TPS=50% 40(54.79) 91(53.53)
ECOG 2.05 0.152| Tumor diameter 0.21 0.644
0 48(65.75) 95(55.88) <50 mm 41(56.16) 90(52.94)
1 25(34.25) 75(44.12) =50 mm 32(43.84) 80(47.06)
COPD 0.50 0.311|| Extrapulmonary metastasis 1.53 0.217
No 49(67.4) 121(71.4) No 38(52.05) 103(60.59)
Yes 24(32.6) 49(28.6) Yes 35(47.95) 67(39.41)
BMI 0.04 0.833
<25 kg/m’ 44(60.27) 100(58.82)
=25 kg/m’ 29(39.73) 70(41.18)

NSCLC 52 i £5 ¥ UL AR B ALY 5 o A 9 1
1 80%~85% » 4t P K £ 55 #1 il ) (immune check-
point inhibitors, ICD , 41 PD-1 1 PD-L1 5.4 , J2& B #
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FHEOE T A R AU R E . BEE k2
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Figure 3 ROC curves of survival prediction for the training set and internal validation set at 12(A),24(B), and 36 months(C)
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A: Calibration curve of the OS prediction model at 12 months for the training set. B: Calibration curve of the OS prediction model at 12 months for
the validation set. C: Calibration curve of the OS prediction model at 24 months for the training set. D: Calibration curve of the OS prediction model at
24 months for the validation set. E: Calibration curve of the OS prediction model at 36 months for the training set. F': Calibration curve of the OS predic-
tion model at 36 months for the validation set.
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Figure 4 Calibration curves of OS prediction model for training set and internal validation set at 12,24, and 36 months
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