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WE: BY CRHBVHEXERMESRAMMEEERKSE, THEERETCERE, BN EEISWAE iR
BRkiE, AiE EBMAN2019F 1 B—2023F8 BT/ MERNAKZET/\EREXISH A HBV BREEXTREES
69561, H AP B & M BTRE 93 Bl (L MR <50 & . B ERE <40 %) IR & M AT 602 B (L M E#R>50 5 B HFE#R=>40%) ., U1K
SEFRARN, BFEADSTERE B2IEKER. &HER . RESE SOBESE K& . MR FFE ISR, ME AFP.
REPIERORMNERE QIR TEZREERNLR (PR AESHEMELLE) . PLR (/MR 5 HERELLE)
MIMRGHEMES B2 MABLLE) , ITE FIB-4 355 APRI.SF5 5 . MELD . CTP 14 AIBL X EE B MIG K FFE D H. 7F
BESHHHNTERRAMARLLERAME RE, FESIHHITERR A B LR KA Wilcoxon RIS R . TTHEER
P E LR R A PRI Fisher BRI . £R 2HEB M ALLMUERERK. SE BHARXEXLE, =8B 51T
FREX(EDB56.357.15.230.11.467.14.204, P{E15<0.05) ; R & M FHEAE LB EM EHE AR SEEZES TR
&M FTREE (Y'=24.657,P<0.001) ; R & 14 AT Fa4H BCLC 2 HAR% HARY & EE S TR & MEATRE4E (}'=6.172, P=0.046) . B ANEERT
REEREANGERERAEK ERE PWE.ZH FRETHE TR BEREEOE, F5560(7.9%) EEHRISH
TREER, REBSEMEEHAEREZMAFP KEASHERIR TSN —SRELXNTE, HPREEAHTREER
SHIARAK 8RR  RESER (PE<0.05), RAMMEAMBERAE AT REMITREA(2=2.845,P=0.034) ; 5IR &
FrRasAAELE , RAMREMBES %, BESRKENN . FFEARZA R (VED 54 5.889.4.079, PEIF<0.05) ;2 HMEB A B
DEERBBANELLE, EFHEEITER X (VED 4 3.948.11.317, P1E1Y<0.05) . F &M FFHELHEN FIB-4 545,
HBsAg<1 500 TU/mL £8.35 7 bt . LMR 0 Cr K 94K FIR & M BT 40 (P {E19<0.05) , HBeAg B 4 % . log,, HBV DNA & AFP.
WBC.Hb.PLT.NLR.PLR.TBil . ALT . Alb . TCK R B 5T RE M FEA (P{E<0.05). &it S5REAMIEMEL,FX
M REEEZ R E TELEM EARAE, Z XML, IRRERRE , BCLC 4 8ifg , R FiUE 1.
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Clinical features of hepatitis B virus-related early-onset and late-onset liver cancer: A comparative analysis
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Abstract: Objective To compare the clinical features of patients with hepatitis B virus (HBV ) -related early-onset liver cancer
and those with late-onset liver cancer, to assess the severity of the disease, and to provide a theoretical basis for the early diagnosis
and treatment of liver cancer. Methods A retrospective analysis was performed for 695 patients who were diagnosed with HBV-
related liver cancer for the first time in Guangzhou Eighth People’s Hospital, Guangzhou Medical University, from January 2019 to
August 2023, among whom 93 had early-onset liver cancer (defined as an age of<50 years for female patients and<40 years for

male patients) and 602 had late-onset liver cancer (defined as an age of =50 years for female patients and =40 years for male
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patients). Related clinical data were collected, including demographic data, clinical symptoms at initial diagnosis, comorbidities,
smoking history, drinking history, family history, routine blood test results, biochemical parameters of liver function, serum alpha-
fetoprotein (AFP) , virological indicators, coagulation function, and imaging findings. The pan-inflammatory indices neutrophil-to-
lymphocyte ratio (NLR) , platelet-to-lymphocyte ratio (PLR) , and lymphocyte-to-monocyte ratio (LMR) were calculated, as well
as FIB-4 index, aspartate aminotransferase-to-platelet ratio index (APRI), S index, Model for End-Stage Liver Disease (MELD)
score, Child-Turcotte-Pugh (CTP) score, albumin-bilirubin (AIBL) grade, and Barcelona Clinic Liver Cancer (BCLC) stage. The
independent-samples ¢ test was used for comparison of normally distributed continuous data between two groups, and the Wilcoxon
rank-sum test was used for comparison of non-normally distributed continuous data between two groups; the chi-square test or
Fisher’ s exact test were used for comparison of categorical data between two groups. Results There were significant differences
between the two groups in the proportion of male patients and the incidence rates of diabetes, hypertension, and fatty liver disease
(/\/Z=6.357 , 15.230, 11.467, and 14.204, all P<0.05), and compared with the late-onset liver cancer group, the early-onset liver
cancer group had a significantly higher proportion of patients progressing to liver cancer without underlying cirrhosis (}*=24.657,
P<0.001) and a significantly higher proportion of patients with advanced BCLC stage (}’=6.172, P=0.046). For the overall
population, the most common clinical symptoms included abdominal distension, abdominal pain, poor appetite, weakness, a
reduction in body weight, edema of both lower limbs, jaundice, yellow urine, and nausea, and 55 patients (7.9%) had no obvious
symptoms at the time of diagnosis and were found to have liver cancer by routine reexamination, physical examination suggesting an
increase in AFP, or radiological examination indicating hepatic space-occupying lesion; compared with the late-onset liver cancer
group, the patients in the early-onset liver cancer group were more likely to have the symptoms of abdominal distension, abdominal
pain, and jaundice (all P<0.05). Compared with the late-onset liver cancer group, the early-onset liver cancer group had a
significantly larger tumor diameter (Z=2.845, P=0.034) , with higher prevalence rates of multiple tumors and intrahepatic,
perihepatic, or distant metastasis (}*=5.889 and 4.079, both P<0.05) , and there were significant differences between the two
groups in tumor location and size (¥’=3.948 and 11.317, both P<0.05). Compared with the late-onset liver cancer group, the early-
onset liver cancer group had significantly lower FIB-4 index, proportion of patients with HBsAg <1 500 IU/mL, and levels of LMR
and Cr (all P<0.05), as well as significantly higher positive rate of HBeAg and levels of log,, HBV DNA, AFP, WBC, Hb, PLT,
NLR, PLR, TBil, ALT, Alb, and TC (all P<0.05). Conclusion Compared with late-onset liver cancer, patients with early-
onset liver cancer tend to develop liver cancer without liver cirrhosis and have multiple tumors, obvious clinical symptoms, and

advanced BCLC stage, which indicates a poor prognosis.
Key words: Hepatitis B Virus; Liver Neoplasms; Disease Attributes
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Table 1 Comparison of demographic characteristics of patients with early-onset and late-onset liver cancer

T H A (n=695)  BEMEIFEH (n=93) R EMEIFEA (n=602) SiiHE P{E
BHI(%) ] 626(90.1) 77(82.8) 549(91.2) X'=6.357 0.012
BMI(kg/m?) 22.6+3.2 224433 22.743.2 +=0.632 0.528
WA (91 (% ) 333(47.9) 40(43.0) 293(48.7) X'=1.034 0.309
PR (%) ] 242(34.8) 32(34.4) 210(34.9) X’=0.008 0.929
IR L (%) ] 53(7.6) 9(9.7) 44(7.3) X'=0.641 0.423
HBV &Y 5% 8 [ (%) ] 189(27.2) 33(35.5) 156(25.9) Y'=3.726 0.054
P S e 24 st [ 461 (9% ) ] 52(7.5) 9(9.7) 43(7.1) X'=0.748 0.387
BEBRI 41 (%) ] 122(17.5) 3(3.2) 119(19.8) X'=15.230 <0.001
R L (%) ] 114(16.4) 4(4.3) 110(18.3) X=11.467 0.001
s 1(%) ] 15(2.1) 0(0.0) 15(2.5) X'=1.335 0.248
Tz [ 41(%) ] 51(7.3) 8(8.6) 43(7.1) X’=0.252 0.615
AIFHCV/HDV YL [ (%) ] 31(4.5) 8(8.6) 23(3.8) Y'=4.748 0.093
PRI [ (%) ] 68(9.8) 4(4.3) 64(10.6) X'=3.657 0.560
iELLAARICAN 17(2.4) 8(8.6) 9(1.5) X'=14.204 <0.001
TR [ (%) ] 62(8.9) 21(22.6) 41(6.8) X'=24.657 <0.001
BCLC /M V[ #1(%) ] X'=6.172 0.046
FH0~A) 62(8.9) 2(2.2) 60(10.0)
TA(B) 176(25.3) 24(25.8) 152(25.2)
M (C ~ D) 457(65.8) 67(72.0) 390(64.8)
4 : 1)BCLC4H0143 4 0301 (A 51 B4 .C A D 111
80 1 — SRR
— RRUERFEA
P<0.05
61.3
60 1 ::%05 P<0.001
51.6
. 47.2 P<0.001
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Figure 1 Comparison of clinical symptoms in patients with early-onset and late-onset liver cancer
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Table 2 Comparison of imaging characteristics in patients with early-onset and late-onset liver cancer

i H 3T (n=695) FEMENEH (n=93) R EMENFEH (n=602) ES RN P
Jir9E A/ (mm) 63(32 ~103) 85(33 ~121) 60(32 ~ 100) 7=2.845 0.034
2 R2[H(%) ] 445(64.0) 70(75.3) 375(62.3) X'=5.889 0.015
IR A=A (%) ] 346(49.8) 55(59.1) 291(49.3) X'=3.759 0.053
V(%) ] 256(36.8) 43(46.2) 213(35.4) X'=4.079 0.043
AR (151 (%) ] 101(14.5) 18(19.4) 83(13.8) X'=2.010 0.156
i ge 57 2 5347 [ ] (% ) ] X'=3.948 0.047

et 111(16.0) 15(16.1) 96(15.9)

At 376(54.1) 42(45.2) 334(55.5)

XL 208(29.9) 36(38.7) 172(28.6)
Jibgg KN B 51 (%) ] X'=11.198 0.048

DU 14(2.0) 2(2.2) 12(2.0)

N 131(18.8) 12(12.9) 119(19.8)

SRV 117(16.8) 12(12.9) 105(17.4)

KIS 198(28.5) 22(23.7) 176(29.2)

B 171(24.6) 31(33.3) 140(23.3)

PRI T T 9 64(9.2) 14(15.1) 50(8.3)

T D AR TR S A58
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Table 3 Comparison of liver scores, laboratory test results, and pan-inflammatory markers between early-onset and late-

onset liver cancer

i H B3 (n=695) BEMHEMA(n=93) BEMWHEA(=602)  SiHA P1H

AFP(pg/L) 277(13 ~ 16 183) 3 445(54 ~ 60 500) 218(12~ 11 060) 7=3.261 0.001
FIB-4 15 %% 53(2.5~9.2) 2.8(1.4~5.7) 5.6(2.8~9.4) 7=5.054 <0.001
HBeAg [HM:[ (%) ] 120(17.3) 25(26.9) 95(15.8) ¥'=6.949 0.008
HBsAg<1 500 IU/mL[ 41 (%) ] 466(67.1) 54(58.1) 412(68.4) Y'=3.924 0.048
log,, HBV DNA 3.3(2.0~4.9) 42(2.6~54) 3.2(2.0~4.8) 7=3.568 <0.001
WBC(x10%/L) 6.2(4.4~9.0) 7.6(5.5~10.2) 6.1(43~8.7) 7=3.505 <0.001
Hb(g/L) 115(95 ~ 134) 121(101 ~ 140) 115(94 ~ 134) 7=2.104 0.035
PLT(x10°/L) 143(83 ~215) 186(113 ~274) 134(81 ~202) 7=3.831 <0.001
NLR 4.4(27~6.7) 5.1(3.5~7.8) 43(27~6.5) 7=2.848 0.004
PLR 133.4(85.4~202.0)  175.4(117.5 ~ 264.8) 125.9(83.7 ~ 193.5) 7=3.829 <0.001
LMR 2.0(1.3~3.1) 1.6(1.2~2.6) 2.1(1.4~3.1) 7=2.445 0.014
TBil(wmol/L) 31.1(15.7 ~80.7) 40.9(15.4 ~ 166.7) 30.4(15.7~71.9) 7=2.054 0.040
ALT(U/L) 43.3(25.0 ~78.3) 54.6(32.2~93.9) 41.0(23.9 ~74.8) 7=2.964 0.003
Alb(g/L) 33.7+5.9 35.245.6 33.5£6.0 1=2.529 0.012
Cr(wmol/L) 78.0(65.2 ~93.0) 69.0(56.3 ~ 84.3) 78.6(66.6 ~ 94.0) 7=4.283 <0.001
TC(mmol/L) 3.8(3.0~4.8) 42(3.2~49) 3.8(29~4.7) 7=2.139 0.032
PT(s) 15.4(14.3~17.3) 15.4(14.0~17.4) 15.4(14.3 ~17.3) 7=0.454 0.650
INR 12(1.1~1.4) 12(1.0~1.4) 12(1.1~1.4) 7=0.635 0.525
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