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Correlation between preoperative plasma lipid level and postoperative

pathological stage in colorectal cancer patients”
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[Abstract] Objective To investigate the correlation between preoperative plasma lipid level and postop-
erative pathological stage in patients with colorectal cancer (CRC). Methods A retrospective analysis was
performed on the clinical data of 360 patients with colorectal cancer admitted to this hospital from 2019 to
2020 and confirmed by surgical and pathological diagnosis,including name, sex,age, preoperative plasma lipid
level [total cholesterol (TC), triglycerides (TG), low density lipoprotein (LDL), high density lipoprotein
(HDL) , Lipoprotein a, apolipoprotein A | ,apolipoprotein B, postoperative pathological stage, tumor loca-
tion,etc. The influence of preoperative plasma lipid level on postoperative pathological stage was statistically
analyzed. Results Whether the plasma lipid level was normal or not was different in gender distribution(P <
0.05) ,but there was no significant difference in age and tumor location distribution (P >>0. 05). The levels of
HDL and apolipoprotein Al were significantly different in T stage, M stage and TNM stage (P <C0. 05). Logis-
tic regression analysis showed that the levels of TC,LDL,HDL and apolipoprotein Al were closely related to
the pathological stage of colorectal cancer; The level of LDL was the risk factor of pathological stage,while the
levels of TC, HDL and apolipoprotein Al were the protective factors of pathological stage. Conclusion Plasma
lipid level is closely related to the occurrence and development of CRC.
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I f A5 43 IE H 2 2% m o B 2 R E R B h
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A 0.45~1.70 mmol/L,LDL & 1.50~3. 12 mmol/
L,HDL & 1.04~1.55 mmol/L,JE&HE I « & 0~300
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SH 69 4119, 2%) . LDL K54 106 $i(29.4%) ,
HDL /K55 159 #] (44. 2% JEEH o« KFEHH
120 ] (33.3%), HIEE A A 1T KFHFH 110 ]
(30.5%0) . g HE 1 B KV 578 66 4(18.3%),
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0.05) , FEAF 1S S Mg 4 & oy i b 22 S B4 it 2= B X
(P>0.05), L% 1~3,
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S 3409, 4) 35(9.7)
LDI 0.185 0.667
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S 60(16. 6) 46(12. 8)
HDI 2.112 0.146
EH# 124(34. 4) 77(21.4)
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JEHEH o 0.051 0.821
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FH 71(19. 7 49(13.6)
HIEEMH AL 3.592  0.058
E# 154(42. 8) 96(26.7)
FH 56(15.5) 54(15.0)
HIEEA B 0.019 0.890
E# 171(47.5) 123(34.2)
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PAoE oy R L I o A VA R o S I O T
4T logistic BIHA 7, 4553 88, LDL /K2 %

it L (P<<0.05), L% 5, PR3 3 1 f Ky P 25 (P <<0. 05), TC.HDL ., 8 I8 & (1
2.5 logistic @2 5 %vh B & AT KPS0 B33 0 0 O 4 PR (P <<0.. 05) , LK 6.,
x4 MmAgEKFEE T.INM OB EMAHEBER
5l TC TG LDL HDL JEHEA o BIREA Al HIREA B
(z4s.mmol/L) [MUQR) mmol/L][M(IQR) ,mmol/L][M(QR) ,mmol/L] [M(IQR),mg/L] [MUQR),g/L]  [M(QR),g/L]
T
T, 4,7840.97 1. 36(0.69) 2.62(1.35) 1.29€0.50) 200(388) 1.15€0. 43) 0.86(0.33)
T, 4.7040.75 1.14€0.55) 2.52(0. 80) 1. 28(0. 35) 199(222) 1.16(0. 28) 0.81(0. 25)
T, 4.6240.79 1.14€0. 64) 2.60(0.89) 1. 08(0. 30) 197(232) 1.09(0. 23) 0.81(0. 25)
T, 4.4141.00 1.05¢0. 67) 2.50(1.07) 1.06(0. 32) 226(280) 1. 03€0. 34) 0.79(0. 26)
P 0.270 0.273 0.897 <<0. 001 0.420 0.021 0.988
N
N, 4.624+0. 87 1.15€0.59) 2.51(1.03) 1. 08(0. 37) 194(211) 1.10(0. 26) 0.81(0. 28)
N, 4.5940.77 1.11€0.71) 2.67(0.87) 1.10(0. 32) 227(302) 1. 08(0. 22) 0.82(0.23)
N, 4.64+0.78 1.17¢0.59) 2.57€0.80) 1.08(0. 37) 206(318) 1.09¢0. 21) 0.80€0. 24)
P 0.928 0.810 0.203 0.433 0.514 0.131 0. 780
M
M, 4,6240.84 1. 14€0. 63) 2.56(0. 95) 1.10(0. 35) 195(223) 1.10(€0. 24) 0.81(0. 26)
M, 4,5440.72 1.19€0. 62) 2.76(0.87) 1.03(0. 21) 271(308) 0.98(0.19) 0.80(0.22)
P 0.570 0.598 0.152 0.001 0.105 <<0. 001 0.469
=5 MmASKEERE TNM S E LA HIER
5H TC TG LDL HDL JREF o HAREA Al HARHEA B
(x+s,mmol/L) [MUQR),mmol/L.][M(QR),mmol/L.][MQR),mmol/L.] [MQR),mg/l.] [MQR).g/1] [MIQR),g/1.]
1 4.7740.83 1.18(0.57) 2.52(0.94) 1.25(0. 42) 199(229) 1.16(0. 32) 0.81(0.30)
11 3 4.55+0.92 1.13(0. 61) 2.50(1.08) 1.07€0. 29) 185(182) 1.09(0. 25) 0.79(0.29)
1] 4.63740.77 1.12(0. 68) 2.63(0. 88) 1.10(0. 33) 215(322) 1.11€0. 2D 0.81(0.24)
IV 3 4.5470.72 1.19(0. 62) 2.76(0.87) 1.03(0. 21) 271(308) 0.98(0.19) 0.80(0.22)
P 0.397 0.588 0.169 <<0. 001 0.251 <<0. 001 0.810
®6 logistic [B] Y3 43 #7 & Ma & &
IiH B SE Wald OR 95%CI P
T 54
LDL(mmol/L) 1.118 0. 448 6.228 3.059 1.271~7.360 0.013
HDL(mmol/L) —1.672 0.617 7.345 0.188 0.056~0. 629 0.007
N 4314
LDL(mmol/L) 0.914 0.413 5.183 2.494 1.140~5. 760 0.023
M 4+
HIEEA AT (g/L) —3.430 1. 454 5.566 0.032 0.002~0. 560 0.018
TNM 43 #i
TC(mmol/L) —0.525 0.224 4.639 0.592 0.366~0. 954 0.031
LDL(mmol/L) 1. 367 0.394 12.018 3.924 1.811~8. 499 0.001
HAREN AT (g/L) —1.780 0. 682 6. 801 0. 169 0.044~0. 643 0. 009
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