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(ZAAMBER/ ANEAXFEZREER. L. > TP ;2. Zh 4 EFL
FEFEE S KT HHR RN GLN DGR RS ERE;

A, =B M B EL T TRESR P, RW 650118)

[(AE] HH WEAFLEHELCOMFAEFLEHERCO EH T — RN 5 K E &R LR A ks K m 24
A, FiE @K E 202251 A 202356 AERSTHB PO 35 MEMBEEFG T —RMNFRRE
B ) 45 R BN R m B F A, o4 LCCLRCC o F A M F Al RomEarie, R 335 41 &4+ LCC 267
% ,RCC 72 #), 5 LCC & #H L& . RCC BF M B R KZE=5 cm & (44, 44% vs. 14.83%) % BRAF(8.33%
vs. 3.04%) . PTEN(12.50% wvs. 3.80%).PIK3CA(26.39% wvs. 10.65%).SMAD4(16.90% wvs. 9.47%) %
ARERFHMITEZHERE LA (MSIFH) B (13.89% wvs. 1.52%) £ &, TP53 XA B % % & (66. 67% wvs.
82.51%) k. 2 F A4 FEL(P<0.05), &if LCC.RCC BXW o TAMFFRRERKFIELLEEF.
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Analysis on molecular biology and clinical pathological characteristics

in patients with left and right hemicolon cancer”
HAN Tingting' ,LI1U Xin* \WANG Xiaoxiong®,L1 Hongsheng® ,CAI Jingjing®,L1 Zhuoying",
GUO Yinjin' . YANG Ruijiao' ,ZHOU Yongchun'"

(1. Molecular Diagnosis Center ;2. Yunnan Provincial Key Laboratory of Lung Cancer Research ;
3. International Cooperation Joint Laboratory of High Altitude Regional High Incidence Tumor
of Ministry of Education ;4. Yunnan Provincial Tumor Precision Diagnosis and Treatment
Engineering Research Center ,Yunnan Provincial Tumor Hospital / Third Affiliated
Hospital of Kunming Medical University s Kunming ,Yunnan 650118 ,China)

[Abstract] Objective To compare the results of the next generation sequencing gene testing and clini-
copathological characteristics in the patients with left hemicolon cancer (LCC) and right hemicolon cancer
(RCC). Methods The next generation sequencing gene testing results and clinical pathological data of 335 pa-
tients with colon cancer in the Molecular Diagnosis Center of this hospital from January 2022 to June 2023
were collected retrospectively. The molecular biological and clinical characteristics of LCC and RCC were ana-
lyzed. Results Among 335 patients, 263 cases were LCC and 72 cases were RCC. The proportions of tumors
maximal diameter =5 cm,gene mutation rates of BRAF,PTEN,PIK3CA and SMAD4,and microsatellite in-
stability-high (MSD in the patients with RCC were higher than those in the patients with LCC (44. 44 % ws.
14.83%,8.33% wvs. 3.04%,12.50% ws. 3.80%,26.39% wvs. 10.65%,16.90% wvs. 9.47%,13.89% wvs.
1.52% ,P<C0.05) ,the TP53 gene mutation rate was lower (66.67% wvs. 82.51%) ,and the differences were
statistically significant (P <C0. 05). Conclusion There are differences in molecular biology and pathological
characteristics between the patients with LCC and the patient with RCC.

[Key words] left and right hemicolon cancer;second generation sequencing; gene mutations; molecular

biological characteristics;clinical pathological features
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45 i A BRI R UL T A TE T R 2 —
JE— M2 K R B SRR FR B A 3 O 25 e K
A G, 2020 4F 19 — T 4= 3R [l 04 9 9 48 1 5504
TR S R A R B 3 AL, A R R A 2
Pt BT AR RS AR E A AU, AR A
NATTAE S AR 2T 5L B AN B 28 4k 45 B 968 19 & s 3%
LR FERWBAE b TF A A 22 b DL T Mt Sy Sy
R 7 2 45 7 9 (left-sided colon cancer, LCC) il 45 2
ZE i i (right-sided colon cancer, RCC) , — & 7E &%
BT i PR A2 S 335 e ol B 45 B TS S 1) 9 97 9T AR
SHEH A ERYY . S HBENRITZUTARNY
T BEERH R & R IR 29T & & A LR K
I 25 SRAE S 38 5 o DA 1) 1 G 052 D SE Ak A4 RS 1 36 9T OB
WA . (25 80 1 3597 2 L PO 8
T RAS/BRAF 97 A4 BV B Ve 45 H i 9 1) — 2R 97
R, Pe 2 B A K A F 3Z K (epidermal growth factor re-
ceptor, EGFR) B 7E LCC 1 RCC W7 %A [\l . i LA
TE R R — 2R YT 1] 25 ) PR FE ) B2 255 7% 18 MR i
AT AIEPRIAGI Z5 2R Pt AWFR B TR R
T A 5 0 R LR E 22 5% L DU O i R AR T
TREMHITRE—ENSHE  RENT .

1 BEREFE
L1 —ffH

[l 3 B 2022 4F 1 H & 2023 4F 6 H = mA M
o BE e o T2 W RO 1Y 335 1) 45 B o BB Y I IR
W GERL ., AR E . (D W IR H 8012 45 W
Tt s (2) Wb R B 55 RE 5 5, HE BR AR 1 < 5 JF HC %
R . 335 Bl F B 194 B, 4 141 B 4F ik 27 ~
83 %, FH(58. 77410, 97 %, Hh =60 % 163 fi,
<<60 % 172 ffil; LCC 263 fil, RCC 72 {5 i 9 4 K
#=5 cm 71 fil,<<5 cm 264 fil s 5 Z G S 23 #i, R
s 312 f.,

1.2 Fik

SR HI AR DI S 4l 3R 3R ALEE T Tllumina )
B4 ) F — A8 ] (next generation sequencing.,
NGS)F AR XS 8 19 25 15 968 i Jeg 4 21 38 47 58 A 4G
W, K Panel 435 49 A~ 545 5 Mg D EARIB YT
J5 %8 fen BEAH G BE IR L 2 5 A 2 DR 4 AR A0 W S
/=20 bp L AR IR AL 5 R B A Bk
RAR St BE R P8 DR 53, DL K o5 & AR E Panel i3k
90 FEL PN 1) 5 DR O P A Bl TR AN B P (microsa-
tellite instability, MSD dR 2, U & B & £] 1 000,
Wi B FR A R R I 25 2R, O 5 Wik IR B RHEEA T 43T
1.3 %itFa

K HI SPSS22. 0 B it 47 Kt 7 A o 3 e TR L
x s Ron WHCR T ¢ K36 18090 RE DL $ sl v
R, RBCR X7 Ke 5, LA P<<0. 05 N 2ZERA 51T
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1 LCC.RCC s & % 3% 28 5 4% 42
RCC B E M i K =5 cm 5 R F LCC &
FHLEFAGIFE L (P<<0.05), L3k 1,
*1 LCC.RCC R B RIS MELn (%) ]

Wi LCC(n=263) RCC(n=72) x* P
1 53 0.007  0.935
5 152(57.79) 42(58.33)

7 111(42.21) 30(41.67)

R 0.651  0.420
=60 % 131(49.81) 32(44. 44)

<60 % 132(50.19) 40(55. 56)

iyt e KA 29. 683 <0. 001
<5 cm 224(85.17) 40(55. 56)

=5 cm 39(14. 83) 32(44. 44)

F 2.585  0.108
A 15(5.70) 8(11.11)

J 248(94. 30) 64(88. 89)

KA Sy Y 4.649  0.098
15t 97 Al 126(47.91) 26(36. 11)

I e 784 70(26. 62) 28(38. 89)

gl 67(25.48) 18(25.00)

2] U 1.030  0.598
i3] 255(96. 96) 70(97.22)

R R 5(1.90) 2(2.78)

EJ1 78 2 B 958 3(1.14) 0

2.2 LCC,RCC A B & T 44

SEHAR I S R G T B WL 11 A R %
AR AF LA MST ARG I 25 5, 25 1 7R, LCC fil RCC
# KRAS.NRAS,EGFR,HER2.,APC,KIT 2 [A 5
RIS, R G B X (P>>0.05), RCC #3
BRAF .PTEN,PIK3CA ,SMAD4 #5828 % & {# T
B AR B T (microsatellite instability-high, MSI-
H) i b F LCC, TP53 SEF A8 R AL F LCC, E 5
HE i3 L (P<<0.05), L& 2,

x2 LCC.RCC ERERTHFMELn (%) ]

BEH LCC(n=263) RCC(n=72) x° P
KRAS 3.575  0.059
52 7E Y 124(47.15) 43(59.72)
Bf 2 139(52. 85) 29(40.28)
NRAS 1.034  0.309
SRR 8(3.04) 4(5.56)
LR cpl 255(96. 96) 68(94. 44)
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k2 LCC.RCCEBERTHML(Y%)]

FEH LCC(n=263) RCC(n=72) x? P
BRAF 3.952  0.047
ALY 8(3.04) 6(8.33)

U Az A 255(96. 96) 66(91.67)

EGFR 3.661  0.056
EAE T 1€0. 38) 2(2.78)

Lgacpii] 262(99. 62) 70(97.22)

HER2 1.034  0.309
S 75 Y 8(3.04) 4(5.56)

[ cpl 255(96. 96) 68(94. 44)

PTEN 7.993  0.005
G AE 10(3.80) 9(12.50)

[agacyii] 253(96. 20) 63(87.50)

APC 0.097  0.755
57 Al 166(63.12) 44(61. 11)

B A R 97(36. 88) 28(38.89)

KIT 0.212  0.645
AR A 5(1.90) 2(2.78)

5 A= 7 258(98.10) 70(97.22)

PIK3CA 11.614  0.001
AR AY 28(10. 65) 19(26. 39)

[aga el 235(89. 35) 53(73.61)

SMAD4 4.588  0.032
AR AY 25(9.47) 12(16. 90)

g cpl 239(90. 53) 59(83.10)

TP53 8.583  0.003
SR AY 217(82.51) 48(66.67)

gl 46(17.49) 24(33.33)

MSI 21.592 <€0.001
MSI-H 4(1.52) 10(13. 89)

MSS 259(98. 48) 62(86.11)

MSS. fiff TR f& e AL,

3 it it

ARFFFE R, LCC By KW # (78, 5120) i T RCC
(21.49%) . IX 572 A5 25 g 1 e ) B 2B B ) e O 1
255 G, TEPER 22 5 i, B PR LCC # RCC
PSRNy R N = I e R e RS P
WU A RGE PRI AT g5 L bR
KA RN ELA R AR A OG R L AL AN T
AV AR PR AE 7 I L B B KR =5 em B9 RCC
B (44, 44 YO el T LCC(14. 83 %), 2 A 4t
S (P <20, 05) ; AT = 45 i 14 s Fis N A 47 1) 02
W FEME, T B RCC W, A% KW, Mg 4: K
R bR e K AR K. LCC Fl RCC A A 43 B #HR

FTREF 2024 F 4 AFH 5365 78

2 DAY Iz TR R RS TR O 3L R TR b A 42 2R
LA A 3, 95 %0 DA, Huk e B TR R N ED R
At

H A ] 365 97 76 I R & &2 & 1, Btk LCC
RCC 35 1 3 H 3 3K 25 57 b ok bl 2 3] J A0, A 1F 5%
e T A5 L R AR AR 11 A A MST R
A . KRAS fil NRAS J& T RAS 3 R 5% . 4 5% 1) &
Hig—f GTP g, & & 32 1K i & IR i#% 8§ (receptor
tyrosine kinase, RTK) T i#) MAPK F1 PISK % i&
BG5S, KRAS 8 NRAS R4 1 S ¥ EGFR
B ] 2535 97 JORL, A i 0 R UG . FESS H
B L KRAS RAE K 30% ~50% . NRAS %48
5 G AR I B — B, AWESE Bos RCC
(59.72%) i) KRAS &4 5 F LCC(47. 15%) . 2
ER LG H ¥ X (P>0.05); RCC (5. 56%) 1Y
NRAS 48R g T LCC(3. 04 %) (H 22 F LG %5
X (P>>0.05), BRAF J& T 39m 5 I, g 5% 19 2 1
WS E5A T AR Y 3 K KiK. BRAF 748 0] S E74
- BRGSO e BPTIR T 45 B 9 R W, HL BRAF %
AR AT A Ry VY 22 Er BB s JE SR BT IA I T R0 i ST T
MEZE" . ABFE . RCC (8. 33%) i) BRAF %
R EF LCC(3. 04%), ZERA G I E XL (P <
0.05), 5 R B 58 45 - — 30, # 8 RCC B X
WY JE BRI VY 2 B 4 T 25 1T Rk T KL R 5 R I
PR A

EGFR #1 HER2 #[f]J& T RTK %% HER/erbB
FWE G s HER2 38 & 35 W] 300 EGFR 915 538 %
LS5 A L A, 5 2 R MR 1 R R L R R R T A
S EGFR J Hf5 538 O G sl 4 o e b S Rk
AR 40 M S AR L £ T B R A0 B B R AL AR L AR
5% 7%, LCC. RCC % EGFR Ml HER2 %715 % [,
L, RIS % X (P >>0.05), PTEN &4 &
A, 4 B 1) R 1 — OIS RN 2R B IR I, O PISK/
Akt/mTOR #& #2 09 F Wl 7], & EGFR {7 % 38 #%
iz — PTEN 3 [H 2 3 42 iF 4 M A= < | 3 58 R A7
TN AR R, RCC(12. 50 %) [ PTEN %878 %
B 5 LCC(3. 80 %0) » 5 [ P AM 1) — LE B 53 iz 38 —
", PTEN &5 A fiE 5 EGFR S5 I7 A HURAH
ML PTEN 78 RCC My %48 F ¥ 5, /8 RCC IBYT
it EGFR JFAHE 22, APC J&5 L I vt B A
7R 1 B A S A 900 9 35 DR 2 B ek 98 B ) 2R L 4 S
HAMER Wot 3 BB H5PTH . fE Wnt/B-catenin 17 %5
T8 3 ol ) PR T VR LA A Y B-catenin A KAE A
F) P04 g & AR 1R T 24 APC 2R AT M e K
Wt i H 55 B0, 5 808 A I A & kR i
) AREESE R . LCC(63. 12%) I APC 28745
mF RCC(61. 11%), HEF LG I ¥ E XL (P>
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0.05).3X 5 LEE " iR ) LCC AR I i T
RCC(P<C0. 05) Wy &5 I A — 2, 70 b H R F n] g 5
VNN DN

KIT J& J5 g 35 R, 2 A T 780 B s =2 1% i 4 R
i, 5 EC R T 40 it K] - (stem cell factor, SCF) 454,
PTG R Ui # Ll 1 PIBKLCMAPK,STAT3 X 3 Fiig
PR AN L N AF 5 1% 5, DR 45 40 i 0 A 1 5 0 A
{HL 3 Fhage 42 A &5 SF 40 2 410 ) 40 M R T L AR g
B R, RCC (2. 78%) Y KIT %48 R & T LCC
(1.90%), H 2 % T % il 2 & X (P > 0. 05),
PIK3CA J& Ji g 3 A, & A g8 A8 iif, n] fff PISK/ Akt/
mTOR i % F % 3. SRS am@n & L™ . f
5% 7R, PIK3CA 2875 a] fig fl EGFR 5. 5 [ Ht 14 ffif
2R G, B8 3 X PG 2 BT SO JE FRTIA T A e
PEAG O AR A7 00 0, TS 22 5 156 T PIK3CA 78
TESS H T EGFR S8 [m) 6 97 F0 3 fS 2 A6 v 19 2 X
WA R — W ES . AW B R, RCC
(26.39%) [ PIK3CA Z&45 35 T LCC(10. 65%) , 2
BB G L (P<<0.05) . 5 F P9 BF5E 45 B A
— B H IS T BB S PIK3CA P 5878 5 A Fif
FiHh X PR 5% 25 524 0 2w /0 B R SR e b 1) s i
DA PR % T RE 5 N At 3t X 7 7E 22 5. KRAS ¥ /4&
AU AT PIK3CA RAZ M &3, v HT EGFR IRIT K
S B 25, RCC M PIK3CA 1Y %78 5 1 L $2 R
RCC H #1) EGFR Y7 2L 2%,

TP53 & 98 JE A, 4 B 114 26 1 2 IR 26 1 p53,
LW 5 S R U R SO A DNA A& S TR Tk i
o7 2 B R 35 CEL 4G DNA $5 453 A0 B800 05 Ak o 78 400 il i
E B % A T R P B AE Y, TPS3 5 45
(%A R IR R VA O A g R, TP53
RN EHEEFEBEEZE BES R ERBHE
S AR AL B Y L AR R L LCC (82, 51%) (1)
TP53 48 R m T RCC(66. 67%) , 2 FH G it 5 X
(P<C0.05) R IGIR N K ES HpEEENERY
RN . SMADA ZAE LA g 5t FH A
VAT AN A L o A RN AL BURR S L A SRR I AR
E R AR R R ML . BESE R B, SMADA 3
IR R 55 4 B R RR A 22 1Y AR A R T AR A
1 B AH OC . SMADA 33k 2k fil SMAD4 3 3k BH H
(Y H B TP LB AR A4 N 31 A AR 89 AN A
U3 WA IESE . SMADA %8 A8 u] 1 Ay i i A R S 1Y
B, AR B R.RCC16. 90%) B SMADA
RAKET LCC9. 47%) , A G ¥ E L (P<
0.05) 4/~ RCC B #H W5 il Atk LCC &3 2, I K
B A g 5 | EE A

MSI S H ) 5 5 52 7 91 1) Bl 2 847 A el 28 7k
PRKERGEMIEE KN, A s Rk, k&
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A F Tl T DNA # R & 5 & K (MLHL, MSH2,
MSHS6 il PMS2 453 [H) 2k 3 28 48 51 e . J& 45 H W 8
RIRMEE > FEYFREZ Y NGS A%
MST K il 2% 5 3 A ik T2 & 2 B (microsatellite sta-
bility, MSS) #1 MSI-H, MSI-H #4 f % #5 n] fE I A
BB R BEIR 9T N . S R . RCC B MSI-H
i (13.89%) & T LCC(1. 52%) . HZ R A G i
B (P<C0.05) #2758 RCC F 2P FIGITA T
LF BN

ZE Rk, LCC M RCC 78 4 F 4= 9 2% B B 2F
FEAE A7 25 B 5 DX 53] A A 5 B0 T ol A 2 SRt
WA IR ALV TR B IR YT B L A W S IR AL
K HEAR IR T HR B T 1
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