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Abstract: [objective] To investigate the expression of heterochromatin protein 1 binding protein
3 (HP1BP3) in colorectal cancer (CRC) and its significance. [Methods] The biological effects of
HP1BP3 on tumor were investigated by exogenous RNA interference technique combined with cell
proliferation, invasion and migration in vitro. The expression of HP1BP3 in 313 cases with colorectal
cancer were analyzed by immunohistochemical technique (IHC),and the relationship between the
HPIBP3 expression and the clinicopathological features of colorectal cancer was analyzed. [Re-
sults ] ITn SW480 cells, non-coding RNA silencing resulted in the decrease of HP1BP3 expres-
sion, and the exogenous HP1BP3 knockdown was associated with the inhibition of proliferation,
invasion and metastasis. Among the 313 colorectal cancers, 104 cases had high expression of
HP1BP3 and 209 cases had low expression. The expression of HP1BP3 was not significantly cor-
related with the age, gender, primary tumor site and pathological stage of the patients (all P<
0.05), but closely correlated with lymph node metastasis(P=0.001). [ Conclusion ] The low expres-
sion of HP1BP3 is associated with the inhibition of colorectal cancer cell development, and its
high expression is associated with lymph node metastasis in colorectal cancer, suggesting that ab-
normal chromatin remodeling be presented in advanced CRC.
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P, 453 oK :HP1BP3 3% A B
i R AR P R R R Conizel_ _sliNA T
{3 J% 903 E 43 30 443 6 0 2 4 O S e HPIBDS e
(P>0.05), i 5 M1 i L4 7 ] T3 05
175 (00 % UIAH 5C (Table 1), S

103 5] HP1BP3 & ik 4, ¢ Control sIRNA
65 1 (62.5% ) 4 'L itk L 45 ¥4 7% 7
HA 39 0] (37.5%) A % A B 25 ( iy, P<0.00}
%%, 209 ] HP1BP3 fit ik 41 ‘ LB
(11,89 {9l (42.58% ) % 1 i 1 25 \ ] | 58
¥ ,120 1] (57.42% ) K & 15 ik 2 .o . ' ol _SE_Eg
ZE{?H?%Z 3 ;FH I, °F HP1BP3 ﬂfﬁ 5»'\:217_: siCtrl/Control HP1BP3 knockdown Control knockdown
4, HEFRBA A E KD
B G RS kA (42.58% vs | P 1‘ Jer
62.5%, P<0.05)., L4, HP1BP3 7 | Control g 3
k£ k41 h ,MGMT EGFR Her-2 .
Ki-67 . VEGF . VEGFR2 , MSH2 . RNA gf
MSH6 PMS2 MLH1 %545 4 #ik i .
YT B #2254 (P5005) (Table 1), 0h 48 h 96 h

Notes: A :results of hybridization of HP1BP3 expression immunized by siRNA interfer-

3o # A A T R

experiment showing the growth of two groups; D:analysis of scratch results showed that
compared with control group,the migration ability of cells in siRNA interference group de-
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PR Z— . 2021 A SRR AR AL Figure 1 HP1PB3 expression associated with changes in SW480

i o, HTSS B e 45 208 cytological behavior

i 38 v 2R s S RIBE T 43 1 v 51 R — T —— - '
EIMBE 4R, LFAEEN, L | IR Nt R
HAEP IR R SRR | L S PR O N e
FETREB LA, BRTEAMN | B S o R A
Watm, REFEERREE | SESRAINE T IR S IR
ol ARERURAEE | EEESET SRR
075 IR 25 567 7 RS T e st : A P P e AN

R HH A D RBOR, HH
RN DS SRS R =
FRAEAN A 2 28 T7 B & BE T 4

PO, BFCE S R 4 y
R B S 1 8 A VAT R AT N
S MORIBET By B 0, e Y

TR e

T L 45 B R R 45 I o e F 1) B
TG, HEEER TS ER
R 5 AR R, ER

Figure 2 Expression of HP1BP3 in colorectal cancer (IHCx200)
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Table 1 Relationship between HP1BP3 expression and
clinicopathological features in colorectal patients[n(%)]
HP1BP3 expression

Characteristic X P

Low(n=209) High(n=104)
Age(years old)
=62 124(59.33) 64(61.54) 0141 0707
<62 85(40.67) 40(38.46) ’ ’
Gender
Female 84(40.19) 49(47.12)
1.362 0.24
Male 125(59.81) 55(52.88) 362 0.243
Tumor site
Colon 154(73.6) 79(76.00)
0.189 0.663
Rectum 55(26.3) 25(24.0)
Pathological staging
I 23(11.00) 8(7.69)
I 81(38.76) 33(31.73)
3.431 0.330
I 96(45.93) 55(52.88)
v 10(4.78) 8(7.69)
Lymph node metastases
Positive 89(42.58) 65(62.50)
11.021  0.001
Negative 120(57.42) 39(37.50)
MGMT"
+ 78(85.71) 50(89.29)
b 531
- 13(14.29) 6(10.72) 0393 0.33
EGFR’
+ 53(57.61) 34(59.65)
0.060 0.807
- 39(42.39) 23(40.35)
Her-2"
+ 21(22.83) 12(21.43)
4 .84
- 71(77.17) 44(78.57) 0039 0.843
Ki-67"(%)
>60 54(58.06) 35(62.50)
0.286 0.593
<60 39(41.94) 21(37.50)
VEGF”
+ 89(96.74) 54(96.43)
.01 .92
- 3(3.26) 2(3.57) 0010 0.920
VEGFR2"
+ 62(67.39) 35(61.40)
0.555 0.456
- 30(32.61) 22(38.60)
MSH2
+ 87(95.60) 54(94.74)
0.059 0.808
- 4(4.40) 3(5.26) ?
MSH6
+ 87(95.60) 53(92.98)
471 0.492
- 4(4.40) 4(7.02) 0471 0.49
PMS2
+ 90(97.83) 53(94.64)
1.081 0.298
- 2(2.17) 3(5.36) ?
mLHI
+ 90(97.83) 53(94.64) 1081 0298
- 2(2.17) 3(5.36) ' ’

Notes : pathological staging was perfomed by pathologists according to
AJCC 8. *:the data were missing, and the actual data can be used for
statistical analysis
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