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Expression of HMGI-C in Prediction of Efficacy of Epirubicin

in Treatment of Breast Cancer
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Abstract ; [ Objective ] To investigate the expression of high mobility group protein (HMGI-C) in
predicting the therapeutic effect of epirubicin in breast cancer.| Methods] Sixty-two breast cancer
patients receiving neoadjuvant chemotherapy with epirubicin were enrolled in the study. The ex-
pression of HMGI-C in cancer tissues was detected by immunohistochemistry and the relationship
between HMGI-C expression and therapeutic effect of epirubicin was analyzed. [Results] The
overall positive rate of HMGI-C in 62 cases of breast cancer patients was 48.4%(30/62). HMGI-C
positive patients were more sensilive to epirubicin than HMGI-C negative patients (P<0.05). The
expression of HMGI-C was positively correlated with tumor grade, expressions of Ki-67 and Her-2
(P<0.05),and negatively correlated with ER and PR(P<0.05),but no association was observed with
age of patients. [Conclusion] HMGI-C expression is closely related to therapeutic effect of epiru-
bicin in breast cancer,indicating that HMGI-C can be used as a marker for sensitivity to epiru-
bicin of breast cancer.
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Figure 1 Different expression of HMGI-C in breast cancer tissues(EnVision, x200)
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Table 1 Relationship between HMGI-C expression and the
efficacy of epirubicin in breast cancer

HMGI-C Effective treatment Efficiency of
expression pCR(%) pPR(%) treatment (%)
Negative 32 1(3.13) 10(31.25) 34.38
Weak positive 3 0 2(66.67) 66.67
Moderate positive 12 3(25.00)  5(41.67) 66.67
Strong positive 15 5(33.33)  6(40.00) 73.33

(31.0% ) F1 T 9% (20.0% ), 2 5 A 4 it % & XL (P<
0.01), =& S IEA ¢ (FHC R L r=0.547), FLIRRE
HMGI-C (#2355 Her-2 P (Ki-67 FH 2 1E A ¢
(439 r=0.620 I r=0.412,%] P<0.01),5 ER &% PR
B M (59 r=—-0.488 il r.=-0.490, 4 P<0.01),
HMGI-C %35 5 B FH AR T AP (P>0.05),
TEULFE 2(Table 2),
23 HMGI-C MRZEEEEMEMNXR

B 15 18], 30 451 HMGI-C BHE & A 7 0%
A JR BB A R RS b e 7% 23 91 e AR A, o AR

M2 2016 £ 4% 22 %% 9 H

FEWT ] 5~34 A H 532 691 M B v 4 6 & A TR i
2 RN/ R G 78 28 B TCH A AF,  TChR A A7 I [a]
5~33 M H , WA B E R 2 FIFET R, EAF
S3 AT 587 W 4H TE 0 A A7 R (DFS) B RVAE A7 2R (0S) 1)
TGt 25 X (43 5] P=0.419 Fl P=0.746) (Figure
2,3),

3 3 it

UM I S A5 UL oM I 2 — |, — L
2, WEAFETAR A7 BT N MNE T oy
BAYT S5 AE NI Z P T BLERBIRYT o RYTY CR
BB A 2255 9 Ki-67 Her-2, ER PR
Ko B 43 W 45 5 )

TEFLIR RS ALY 07 1 T 30 4E S R R — H 2
Mo 25%) . B A DNA B80S 5 i 5% St ad 72
PET AN DNA R RNA A9 A M 25 210 4k 77 85008

735



Journal of Chinese Oncology,2016,Vol.22.No.9

SRS T A I AN J1IE F8 35 00 L2 15 80RK i PR
IO FH 2 B B 3R A7 0l A7 AR —E I H P, SR
2% R PR RAUR I R E WA R AR Z T EM
97 o EAUBERR T, iy e 17 A a6 2 (19 Rl
B, AR o3 1 AT LLIE i A7 s BT ROk F E

P R AU, SR I PR S B b T R MERS
) I R I PEAN . — 7 TR o R R RS2 R
Je B AT, B2 57 R AT 4 B 5 55— T i RV
SRS AL T R R, WA E LT RS AR
i 988 R /N AR A BE A HEORLIG B e PR RO A, AR A

TEIR YT 5 3L A B In) RO 46 1E AL

Table 2 Relationship between HMGI-C expression and clinicopathological

characteristics of breast cancer
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Figure 2 DFS under different expression of HMGI-C
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Figure 3 OS under different expression of HMGI-C

736

P78 £ 72 & 2016 4 5% 22 %% 9 H



KR ER Ml PR 7iAHOC, $0H] HMGI-C 33k 5 i
mLREBUS M2, BEEENE . HMGI-C &Rk R
TR RGBT AR B D E m TIRRB R,
HLBEE 23850 B3 = I RGBT A ROR A 0 25 T
X 5K b 2L AR N [F] 43 F 43 7 Luninal A | Lumi-
nal B Her-2 & = BH P 2L B g X5 B0 3R 24 77 1) A0k
PEAAF . Arriola %7 HIB R R iAYT 232 0 F AR FL
I 95 £B B 1 R BE 1 BIF 9% R B, Her-2 3% 35 18 Jin 1) &
HABCR Y] W R 0 6 S S5 & B LA R B
R B ALY 09 152 HIFLIRE B H | Luni-
nal A %! Luminal B % Her-2 B 50 K = FH 4 2L IR
Joes 2825 0T D AT A &R 43 1 Dl 40.00% .55.33%
13.33% 91.33%., 4K HMGI-C FH 20 H % 5 1%
AXFH, IBIT)EHBEA DFS K 0S ERf#, X
HMGI-C BH 4177 J5 HER 52 80 H 1 s 25 F [
HEER, BRI F AR A Geit 22 3K
1A FLE A R HMGI-C BH A 20 8 73 110 32 ) 25 4k
I ROCRSRAN T4 DFS I OS Y2505, 55— i
HRABE S REARF L BEVI R RIS R AR KR,

Ii] B} FR AT TF 5 b % B HMGI-C 42 8 3= 2 AE 71k
AN RN R 22 AH B SR, FE AR Y < IE H gl 8L
H HMGI-C ()4 ek B 2 F %, $&78 HMGI-C A {i¢
HE DNA 5340 B2 5 T i g A Jre A 3 B 85 3R AR AT fig
ST ALK HMGI-C 13 12 5f $12 w8 40 i 2 1k V8
KB H0 G b DNA AT RNA 8940, H B S 1L
Tl B AW it — L RATF T, M2, HMGI-C &k 531
P96 2 B 2 R IRIT ROR A E IR R

HMGI-C &3k X} FL AR 98 & e A A 284 H HMGI-
C 1 2 IR 4 7 L I o 20 T R B O o M 25 1 43
3T PR 32 R A Ak R ) T 1 R BT
TR R, R HMGI-C 1 IRy 10 2 ) 25 25
IR E IR AR B

M2 2016 £ 4% 22 %% 9 H

SEH .

(1

2]

3]

9

Fisher ER,Wang J,Bryant J,et al. Pathobiology of preop-
erative chemotherapy : findings from the National Surgical
Adjuvant Breast and Bowel (NSABP) protocol B-18]J].
Cancer,2002,95(4):681-695.

Wend P,Runke s,Wend K,et al. WNTIOB/B-catenin sig-
naling induces HMGA2 and proliferation in metastatic
triple-negative breast cancer [J]. EMBO Mol Med,2013,5
(2):264-279.

Ashar HR, Chouinard RA Jr,Dokur M, et al. In vivo mod-
ulation of HMGA2 expression [J]. Biochim Biophys Acta,
2010,1799(1-2):55-61.

Fedele M,Fusco A. HMGA and cancer [J]. Biochim Bio-
phys Acta,2010,1799(1-2):48-54.

Yu KR,Park SB,Jung JW,et al HMGA2 regulates the in
vitro aging and proliferation of human umbilical cord
blood-derived stromal cells through the mTOR/p70S6K
signaling pathway [J].Stem Cell Res,2013,10(2):156-165.
Piscuoglio S,Zlobec I,Pallante P,et al. HMGA1 and HM-
GA2 protein expression correlates with advanced tumour
grade and lymph node metastasis in pancreatic adenocar-
cinomalJ]. Histopathology,2012,60(3):397-404.

Morishita A ,Zaidi MR, Mitoro A ,et al. HMGA2 is a driver
of tumor metastasis [J]. Cancer Res,2013,73 (14):4289-
4299.

Arriola E,Moreno A,Varela M, et al. Predictive value of
HER-2 and Topoisomerase Il alpha in response to primary
doxorubicin in breast cancer [J]. Eur J Cancer,2006,42
(17):2954-2960.

Xie BJ,Cai YJ,Zheng ZQ,et al. Comparison of curative
effect of neoadjuvant chemotherapy for different molecular
typing breast cancer [J]. Zhejiang Medicine,2015,37 (3):
241-244. [BHAS, BB R B K, 45 A R 2L 4
53 B 8 R B AR T T AR LR [J]. VL R A 2015, 37
(3):241-244.]

737



