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Predictive Effect of Systemic Immune-inflammation Index on Pathological Complete
Response of Breast Cancer to Neoadjuvant Chemotherapy and Its Relation with p53
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Abstract: Objective To explore the predictive effect of systemic immune-inflammation index (SII)
on pathological complete response (pCR) of breast cancer patients to neoadjuvant chemotherapy and its
relation with p53. Methods We retrospectively analyzed the clinicopathological data of 387 female breast
cancer patients who received neoadjuvant chemotherapy and surgery. Logistic regression model was used
for univariate and multivariate analyses. Results In this study, 72 (18.6%) patients received neoadjuvant
chemotherapy and obtained pCR, including 48 patients in the low SII group and 24 patients in the high SII
group; 39 cases in the p53 negative group and 33 cases in the positive group. Univariate analysis showed that
pCR was correlated with clinical T stage, hormone receptor status, HER2, Ki67 value, molecular subtype,
p53 and SII (all P<0.05). Multivariate analysis showed that clinical T stage, Ki67 value, molecular typing,
p53 and SII were independent predictors of pCR in breast cancer patients. The pCR rate of the low SII group
with negative p53 was the highest. Conclusion Systemic immune inflammation index is an independent
predictor of pathological complete response of breast cancer patients to neoadjuvant chemotherapy, with the
characteristics of simplicity, convenience and high repeatability. The pCR rate of patients in the low SII group
with negative p53 is high.

Key words: Systemic immune-inflammation index(SII); Breast cancer; p5S3; Neoadjuvant chemotherapy;
Pathological complete response
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5pCR (P=0.004) ; 5Luminal AZIAH}H,, Luminal
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Table 1 Clinicopathological characteristics of breast

cancer patients in different SII groups (1(%))

: N=387 SII<516 SI>516 2
Variable (%) (1=194) (n=193) P
Age(years)

<49 202(52.2) 82(42.3) 120(62.2) 15.37 0.000
>49 185(47.8) 112(57.7) 73(37.8)
Clinical T stage
T1 34(8.8)  17(8.8) 17(8.8) 5.5800.134
T2 275(71.1) 146(75.3) 129(66.8)
T3 69(17.8) 29(14.9) 40(20.7)
T4 9(2.3) 2(1.0) 7(3.6)
HR
Negative 126(32.6) 65(33.5) 61(31.6) 0.159 0.690
Positive 261(67.4) 129(66.5) 132(68.4)
HER2
Negative 258(66.7) 125(64.4) 133(68.9) 0.873 0.350
Positive 129(33.3) 69(35.6) 60(31.1)
Ki67
<14% 115(29.7) 61(31.4) 54(28.0) 0.556 0.456
>14% 272(70.3) 133(68.6) 139(72.0)
Subtype
Luminal A 46(11.9) 25(12.9) 21(10.9) 2.019 0.732
Luminal B/ 152(39.3) 72(37.1) 80(41.5)
HER2(-)
Luminal B/ 63(16.3) 32(16.5) 31(16.0)
HER2(+)
TNBC 60(15.5) 28(14.4) 32(16.6)
HER?2 enriched 66(17.0) 37(19.1) 29(15.0)
p53 16.38 0.000
Negative 167(43.2) 64(33.0) 103(53.4)
Positive 220(56.8) 130(67.0) 90(46.6)

Notes: SII: systemic immune-inflammation index; HR: hormone
receptor; HER2: human epidermal growth factor2; TNBC: triple-

negative breast cancer.
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2.4 SI5pS3x%E
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P SRR L R AR ST N R R . it — 2
SrPrSILSpS3M &R, HATHAT TIAH 537, p53
FHMEZH , IRSIIZH 5 = S Al pCRE A i 24

x2 FLRERENIGREHERSISpCREVEE R ST
Table 2 Correlation of clinicopathological characteristics,

SII and pCR of breast cancer patients in univariate analysis

Variable N nngﬁm OR  95%CI P
Age(years)

<49 202 31(15.3)

>49 185 41(22.2) 1.571 0.937-2.632 0.087
Clinical T stage

T1+T2 309 66(21.4)

T3+T4 78 6(7.7) 0.307 0.128-0.737 0.008
HR

Negative 126 37(29.4)

Positive 261 35(13.4) 0.373 0.221-0.629 0.000
HER2

Negative 258 34(13.2)

Positive 129 38(29.5) 2.751 1.631-4.641 0.000
Ki67

<14% 115 11(9.6)

>14% 272 61(22.4) 2.733 1.380-5.415 0.004
Subtype

Luminal A 46 2(4.3)

Luminal B/HER2(-) 152 15(9.9) 2.409 0.530-10.95 0.255
Luminal BHER2(+) 63 18(28.6) 8.800 1.927-40.19 0.005

TNBC 60 17(28.3) 8.698 1.894-39.94 0.005
HER?2 enriched 66 20(30.3) 9.565 2.111-43.35 0.003
pS3

Negative 167 39(23.4)

Positive 220 33(15.0) 0.579 0.346-0.970 0.038
SII

<516 194 48(24.7)

>516 193 24(12.4) 0.432 0.252-0.740 0.002

x3 IABRERENIRKFFHERSISpCRE & E R34
Table 3 Correlation of clinicopathological characteristics,

SII and pCR of breast cancer patients in multivariate

analysis

Variable OR 95%CI P
T3+T4 vs. T1+T2 0.292 0.117-0.730  0.008
HR(+) vs. HR(-) 0.921 0.412-2.063  0.842
HER2(+) vs. HER2(-) 1.093 0.479-2.494  0.833
Ki67>14% vs. Ki67<14%  2.292 1.094-4.799  0.028
TNBC+HER2(+) vs. 3.609 1.160-11.231 0.027

Luminal HER2(-)

p53(+) vs. p53(-) 0.420 0.235-0.752  0.003
SI[>516 vs. SII<516 0.364 0.200-0.661  0.001

X (P=0.002) ; pS3FHYEZH, fIKSIIZH 5w SIILH 7]
pCRZE S A Gt X (P=0.035) , RMEKSIIH
pS3BAVELL R E B 5315 pCR, ILF4,

=4 FLREBRESNSpS3HIKE
Table 4 Relation between SII and p53 of breast cancer

patients
i pS30) p53()
Non- pCR 2 Non- pCR 3
able R @ X P R @ X P
SII 9.181 0.002 4.461 0.035
<516 41 23(35.9) 105 25(19.2)
>516 87 16(15.5) 82 8(8.9)
3 Wtig

BT B AT 5 )9 PR 58 4 G2 R A R e FLAR
I SR A TR A AR R A, LR
7 =B R HER2 PHAE & p Y (X F iR %
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e FL R R B pCRG MM S, FU [F 22, T1+T24H |
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pCR, XFE—HAER T BRI ST p &t 1
T3 A IS SR s A 2 A K L R R e B AT T
HpCRFEF
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