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WE: BY #RITHBVEXRA MR (HBV-PLC)¥8 BE MR RFMER P EIHES B RE, AP AEEZ S8 HBV-PLC
RE&IE. HiEx BT 2019F 1 B—2024 F 12 AP EAKRFE B ERARR/EE M RRBIBCE A9 99 61
HBV-PLCHE B E MR RZ R, RIBEEZEZEIEIRET AT (FehRS BT NE=3F), BED> ARSANRTR
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Abstract: Objective To investigate the clinical features and traditional Chinese medicine (TCM) syndrome distribution of
treatment-naive patients with hepatitis B virus-related primary liver cancer (HBV-PLC) , and to provide a basis for integrated
traditional Chinese and Western medicine in the prevention and treatment of HBV-PLC. Methods A retrospective analysis was
performed for the clinical data of 99 treatment-naive HBV-PLC patients who were admitted to Department of Hepatology and
Infectious Diseases in The First Affiliated Hospital of Hunan University of Chinese Medicine from January 2019 to December 2024.
According to whether the patient received standardized antiviral therapy (for >3 years), they were divided into antiviral group and
non-antiviral group, and according to the status of HBeAg, they were divided into HBeAg-positive group and HBeAg-negative
group. Demographic features, laboratory test results, imaging data, and TCM syndrome data were collected, and neutrophil-to-

lymphocyte ratio (NLR) , Child-Pugh score, and CNLC stage were calculated. The independent samples t-test was used for
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comparison of normally distributed continuous data between two groups, and the chi-square test was used for comparison of
The 99 treatment-naive HBV-PLC patients had a mean age of 57.12 + 11.60 years, and
the patients aged 50—75 years accounted for the highest proportion of 72.7%, with a male/female ratio of 5.2: 1. The patients with

categorical data between groups. Results

liver cirrhosis accounted for 81.8%, and 67.7% of the patients did not receive antiviral therapy in the past. The positive rates of
HBV DNA, HBeAg, and alpha-fetoprotein were 80.8%, 18.2%, and 69.7%, respectively, and the patients with Child-Pugh class
A/B disease accounted for 89.9%. Compared with the non-antiviral group, the antiviral group had a significantly smaller maximum
tumor diameter (1=2.310, P=0.024) , a significantly lower HBV DNA positive rate (y*=14.006, P<0.001) , and a significantly
lower number of tumor thrombi (}*=7.347, P=0.007). In addition, there were significant differences between the HBeAg-negative
group and the HBeAg-positive group in Child-Pugh class (¥*=6.780, P=0.034) and CNLC stage (¥*=8.746, P=0.033). Among
the 99 treatment-naive HBV-PLC patients, 41.4% had liver depression and spleen deficiency with blood stasis, 22.2% had Qi
deficiency and blood stasis syndrome, and 19.2% had damp-heat accumulation with blood stasis. Conclusion Treatment-naive HBV-
PLC patients are mainly middle-aged and elderly male individuals, and most of the patients are comorbid with liver cirrhosis.
Standardized antiviral therapy can significantly reduce tumor burden and improve virologic response , with better hepatic compensation in

HBeAg-negative patients, and hypoproteinemia is more common in patients with Qi deficiency and blood stasis syndrome.
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2.1 AARFAH LA 99 6 HBV-PLC &, V¥ & 0%
AR (57.12 £ 11.60) %, LA 50 ~ 75 % K NEURZ , 2
07 72.7%; Y5 1% 83 il , i tb 83.8%, L&t 16 A, 5 L
16.2%, \A L 5.2: 1. RIEZHURTEIRIT BH 6711,
i H 67.7% ; HBV DNA B 804, 5 Fb 80.8% ; HBeAg B
PE 81, Lk 81.8%. AFP FHM: B 69 4, (% [t 69.7%;
Child-Pugh PF-43 A \B g B35 89 f41], (5 1L 89.9% ; & IF 1./
M (PLT<100 x 10°/1, ) 3% 44 9], (5 [b 44.4%, & 9F
IREE (1 IMAE (Alb<35 o/L) F2 g 41 4], i e 41.4%

CNLC 203 139925 . 11391 26 51 . 0343 38 451 . IV 49
10, I Ak e 341, Forb 32 14 T 1R ks de: , 4%
TR S A ANR R R IK 6 1] . b R i bk 2 461 b ik
2461 iz Z R ik 1 45 R K 1 A0 s TR 1)
22 WAmEALS RRBELEBLERSELE YA
FREFREAL 4 b (HBV DNA PEE: & Eb i K A% KO

£1 99BIHBV-PLC BEMELRE R
Table 1 Basic information of 99 HBV-PLC patients

Y E| EAgIED
A () 57.12+11.60
F (%) ] 83(83.8)
Y5 (%) ] 27(27.3)
WE R[5 (%) ] 10(10.1)
IS EES L ARIICN 15(15.2)
JFaEAL 51 (%) ] 81(81.8)
PUREIRIT (61(%) ] 32(32.3)
HBV DNA BH: [ 61 (%) | 80(80.8)
HBeAg FHH:[ 141 (%) ] 18(18.2)
PLT<100 % 10°/L[14](%) ] 44(44.4)
TBil>20 pmol/L[ {5 (%) ] 58(58.6)
Alb<35 g/L[ (%) ] 41(41.4)
ALT>33 TU/LL 1] (%) ] 61(61.6)
AST>32 TU/LL#1(%) ] 82(82.8)
NLR>3.0[ #41](%) ] 61(61.6)
AFP P[4 (%) ] 69(69.7)
Child-Pugh 5% [ #1(%) ]
A 42(42.4)
B4 47(47.5)
CY% 10(10.1)
CNLC [ £11(%) ]
1 25(25.3)
T # 26(26.3)
1|33 38(38.4)
IV i 10(10.0)
Jihsga ke H=3 411 (%) ] 36(36.4)
I RIERLB(%) ] 34(34.3)

RIER G OL2E I G248 L (PAE34<0.05) , A48
FREERZE ] 22 5 3 gt 2 L (PIE>0.05) (3% 2) .
2.3 HBeAg Fa/PE 28 #= HBeAg [ M 20 % 3 7% 9 45 42 1L
3 P4 Child-Pugh 434 . CNLC 7341 22 R 447 48
TR L (PEY<0.05) , HARTa bR 7 M 20 [|] 22 S 1 T 5t
PR L (P{EIS>0.05) (£ 3).

24 b EEA S AR LA AR AR YT
G kG Kb B HEATHAIE , 25 58 o, ARG R 3 1M
JHEAIE 41 ], AR I E 22 57] , Y B2 235 e i 5 iE 19 447]
JHF B B R IE 13 451, A< I UE 4 61 . P # 45 ARPis
FE4H \HBeAg [ 1E2H 5 HBeAg 11 41 4 v BEIE 1437 2%
S TG EE L (PEF>0.05) (% 4) .

25 PEIEAR LI RABKIGAR RBEES A XA
o B IR TR A I R 4 AR AT 3 AT LR A, 25 R Alb<
35 of L 11 LU A9 75 25 21 (R A7 A B 2 22 57 (P<0.05) , <,
RE IS UEZH A4 5 LE 5t 5 (68.2% ) 3 FEAFE bR 7E A ] v 2
UETYZH ] 22 S ) TE g 24 5 L (P{EH>0.05) (£ 5) .

3 itig

ARWFFEANA 99 (49134 HBV-PLC f8 &, P-4 & g 4 i
H(57.12+11.60) % ,72.7% EH F 50~ 75 % /R 50 &
Je R RS R o AR IR AT R RIS P P R, 1 R
KA B O A T R S MM R K
o S WA AR A R D AR T 81 11 (81.8% )
H AT AL, F5 5 PLC 1Y 4R - JHF £ 2 A0/ B 1L - B
S5 G LR PR S RS

SRR T AT RS & A2 28 (AT L skt o
I e o ARBIRGE rh 32 49 BB 3 A T RS AL DU B IR YT
Uk TR 41 HBV DNA PHME R B 28 F R brm gl (13
TR 13 401 F8 3 AE A S0 R 2 24 (HBY DNA IG A6 il
TR AR A . A ST R B HBV DNA
BERA 3B BB K HBV RNA, J5 3% AE B R fifth )2
It 7 S A O AR IR , B VAT S A A T
T8 SHLEAETE I HBY RNA G 6, G 8EWFo0 s & AR
1 HBV RNA 5 HBV-PLC & 4 AUAR 1

AHOCHE 9T & B NLR T 5 5 HCC & Az JRURS: 34 Jin AH
O, ATARAE NLR 43 )28 , IH 44 A (XU (NLR<1.4) | Hr XU
(NLR 1.4 ~ 3.0) . B KU (NLR>3.0)"7), K858 i , 61
(61.6% ) H& M I NLR>3.0 (=5 XU ) L 35 1 (35.4% ) H
FH NLR 1.4 ~ 3.0CH U ), ot 2 5 o0 418 2 1 78 A=
JIE i 96 B 5 R A A 4 s g 2 R T A E 240 i DU 5
e WL RS . ZIRFSEIESE  NLR L S
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Table 2 Comparison of disease characteristics between the antiviral therapy group and the non-antiviral therapy group

i H i EEdl (n=32) KPUH AL (n=67) GiiHE PE
Ak 41 (%) ] 30(93.8) 51(76.1) X'=4.525 0.033
HBV DNA FHIE[51(%) ] 19(59.4) 61(91.0) x'=14.006 <0.001
HBeAg BHPE[ £ (%) ] 4(12.5) 14(20.9) X’=0.860 0.354
PLT<100 x 10°/L[#1(%) ] 17(53.1) 27(40.3) X'=2.388 0.123
TBil>20 pmol/L[ (%) ] 20(62.5) 38(56.7) x’=0.299 0.585
Alb<35 /L[ #1(%) ] 14(43.8) 27(40.3) x'=0.139 0.709
ALT>33 IU/LL (%) ] 21(65.6) 40(59.7) x'=0.141 0.708
AST>32 TU/L[#1(%) ] 25(78.1) 57(85.1) x'=0.783 0.376
NLR>3.0[ (%) | 21(65.6) 40(59.7) X'=0.344 0.563
AFP [FFE [ (%) ] 21(65.6) 48(71.6) x’=0.001 0.985
Child-Pugh 532% [ #1(%) | X'=2.408 0.300

A% 11(34.4) 30(44.8)

B 19(59.4) 29(43.3)

C% 2(6.3) 8(11.9)
CNLC /1[4 (%) ] X'=3.148 0.369

1 7(21.9) 18(26.9)

1 91 12(37.5) 14(20.9)

||t 10(31.2) 28(41.8)

Vit 3(9.4) 7(10.4)
It k(%) ] 5(15.6) 29(43.3) X'=7.347 0.007
Ji e H =3 4[5 (%) ] 8(25.0) 28(41.8) X'=2.639 0.104
KM B4 (mm) 53.57+36.50 72.18 +39.61 1=2.310 0.024

R3 HBeAgPHMEHIN HBeAg P14 4H B & R IEXT L
Table 3 Comparison of disease characteristics between HBeAg-positive and HBeAg-negative patient groups

0 H HBeAg FAPEA (n=18)  HBeAg 12 (n=81) GiiTHE PAH
JFREAL [ (%) ] 17(94.4) 64(79.0) X'=2.352 0.125
HBV DNA FHIE[51(%) ] 13(72.2) 67(82.7) x'=1.053 0.305
PLT<100 x 10°/L[#1](%) ] 8(44.4) 36(44.4) X’=0.000 >0.05
TBil>20 pwmol/L[ (%) ] 14(77.8) 44(54.3) X'=3.340 0.068
Alb<35 g/L [ (%) ] 10(55.6) 31(38.3) Y'=1.820 0.177
ALT>33 TU/LL (%) ] 11(61.1) 50(61.7) x’=0.002 0.960
AST=>32 TU/LL#1 (%) ] 16(88.9) 66(81.5) X’=0.567 0.451
NLR>3.0[451(%) ] 11(61.1) 50(61.7) X'=0.344 0.563
AFPBAPE[ 1] (%) ] 14(77.8) 55(67.9) X'=0.676 0.411
Child-Pugh 734 [ #(%) ] X'=6.780 0.034

A% 4(22.2) 37(45.7)

B 10(55.6) 38(46.9)

CH 4(22.2) 6(7.4)
CNLC /-1 41(%) ] X'=8.746 0.033

I 19 2(11.1) 23(28.4)

I 3 4(22.2) 22(27.2)

|| 22 7(38.9) 31(38.3)

\:] 5(27.8) 5(6.2)
IR (%) ] 6(33.3) 28(34.6) X'=0.010 0.921
Ji e H =3 4[5 (%) ] 4(22.2) 32(39.5) X'=1.901 0.168
I KR ELAE (mm) 73.50 +51.66 64.09 +36.11 1=0.735 0.470
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Table 4 Comparison of TCM syndrome patterns between different groups

B Ui EE 4 HBeAgIRZS
i 4 (n=32) KIURREH (n=67)  HBeAgPHHEA (n=18)  HBeAg M4 (n=81)
JHFA1S 92 o e i 7E [ 3] (9% ) | 16(50.0) 25(37.3) 5(27.8) 36(44.4)
AR IMIE 51 (%) ] 7(21.9) 15(22.4) 6(33.3) 16(19.8)
TR 25 A e 1 (%) ] 5(15.6) 14(20.9) 3(16.7) 16(19.8)
JHF Y BH 2L 451 (% ) ] 3(9.4) 10(14.9) 2(11.1) 11(13.6)
S ILIE ] (%) ] 1(3.1) 3(4.5) 2(11.1) 2(2.4)
P 1.759 5.091
P1H 0.780 0.278
x5 FEIEERSIGEREXBROXBEES
Table 5 Correlation analysis between TCM syndrome patterns and clinical indicators
RARIMFGIE AR MFSE 25 MpaE  IFEBEIE <A ssE
WiH Hfrﬁ[iﬂ?i zﬁ) P méf:zzazix)l } (nzﬁ ; IR T iﬁzﬂlg)l m(?i i ;%)ﬁ NI
ALT BHPE[ 1] (%) ] 23(56.1) 17(77.3) 11(57.9) 8 (61.5) 2(50.0)  3.148 0.533
AST BAYE[ 41 (%) ] 36(87.8) 19(86.4) 15(78.9) 9 (69.2) 3(75.0) 2971 0.563
AFPFHPE (%) ] 29(70.7) 16(72.7) 13(68.4) 8 (61.5) 3(75.0)  3.677 0451
PLT<100 x 10%/L[ (%) ] 19(46.3) 11(50.0) 7(36.8) 5(38.5) 2 (50.0) 1.018  0.907
Alb<35 o/L[ (%) ] 16(39.0) 15(68.2) 5(26.3) 5(38.5) 0(0.0) 11253 0.024
NLR>3.0[#41(%) ] 27(65.9) 15(68.2) 10(52.6) 7(53.8) 2 (50.0) 1.921  0.750
TBil>20 pmol/LL #1(%) ] 23(56.1) 11(50.0) 16(84.2) 7 (53.8) 1(25.0) 7.895  0.096
JHEAR 151 (%) ] 38(92.7) 17(77.3) 15(78.9) 8 (61.5) 3(75.0) 7383  0.117
CNLC /-1 41(%) ] 12.220 0.428
I 12(29.3) 5(22.7) 5(26.3) 2(15.4) 1(25.0)
1 4 13(31.7) 4(18.2) 7 (36.8) 2(15.4) 0(0.0)
I 3] 15(36.6) 9 (40.9) 6 (31.6) 6 (46.2) 2 (50.0)
IV 1(2.4) 4(18.2) 1(5.3) 3(23.1) 1(25.0)
Child-Pugh 43 2% [ 1(%) | 12.598  0.126
A% 22(53.7) 8 (36.4) 6 (31.6) 5(38.5) 1(25.0)
B4 18(43.9) 11(50.0) 11(57.9) 6 (46.2) 1(25.0)
CH 1(2.4) 3(13.6) 2(10.5) 2(15.4) 2 (50.0)
HCC 3 Ji& K U 54 56010200 $50R NLR Wil X T4 BFFEAE 32, BE 32 HORRE VAT T 10 T8 S8 3 LA T AR 1
B iR AT B RN E . Jige 4= 28 Pk, T # ik e R A R B ER T RIBIT

AFPJE PLCULHUE HCC) R Z2 Wids A , HAUs s
H 68% ~ 81%2 , ASHFFE Hh AFP Kl BHA4: %4 69.7% , 5
SCHRHZIE — 3, Child-Pugh ¥F 43 AT TEA JF 3 6 6k %
CNLC 4330 0] Jz e firk g a0 8, — 35 L[l 4 S8 7 e ok .
AT K I HBeAg B 41 i # Child-Pugh 343 .CNLC
ST HBeAg FHYEAL , 3X 1T fE5 HBeAg BHE 8 %95
BE AT MR B AR 0 5 R, DT 5 G e TR AT Ak
JFRE AL A G 22 Child-Pugh 37431 CNLC 43 %5 2214
7Y e PR LA S B X, A R T T BE A A A 25 1
CNLC 2> 1% e , 7T e C i1 32 T AR VIR 2. F i, B
W) S0 B IR T I 50 B < e 4 B I IR

12 ARBRFRSE S R POR TR & A o 1L R
TARVURRELL(P<0.01) , 5 SCHkARE — 5, (H L B4R HL
B e — 2B . BEAERE SR, BURP R B IR A
AN AT S8 S ARG T 2 A XU , 8 T /N (AR R 25 A
IS T4 05 75 26 9 TR AR 1 /N TR B 4 (P<
0.05) , 3 T B 5547005 75 04 7 410 7 5 22 80 3 o A O TN
T DT ) 5 3 228 A s FRR AR 20

AHIFFE 2L 16 HT-988 5 LA VAT I K e L 0iE B &2
UL 41.4%) , HR RS0 IIE (5 22.2% ) FINGE $4 25
ZEFMUBGIE (5 19.2%) o HFARBLE, 02k a2 , 10 ATl
TR, 3355 R FF 2 B Tk SR WL G S By B A7
FFTF 8 ) L B Y 5 DAY 05 S USRS k2% SRS, BT
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H U0, A= D0 It g%, T 8 AR JL I S 4, Iy
PR BRI L ORI AT 3 LTI AR R
BH A R I PR 2 B AR B i 75 A R S 2 L2 A
WF5E B AR A IMLAE (Alb<35 g/L) 55 g ML FEIE B 3%
KHR(P<0.05) . MBRACEE 2= B8 4047, Alb HAT 4E+F 1fi
SR T TR | B7 1R RS ) T A HOACT B T
FHEUME NIRARIMNE |3 IR LA B2 1 B A R T U
I B35 WL K N IS5 PR R 3 A ) 2 Sl

Ye 250 BE 5T — 5L, 75 $ 1) G038 367 Y KLl
o R A o, AT A AV L PR b R KO T
I E2 0 A e 2 DR KT B e R T ARk . £ BT,
S N 9T N 1S O W 3| e
SR FRAgE NGB A 3% I AR 1 v B 243897 NAF A R
577 75 7 1) H R A A B L I AR DA AT T A B s R
B RPEOINEE X K B3 A A7 S v A T T LA
B R 1

25 I ik , HBV-PLC ¥R B & LAh B4R B 1 32,
ZAE IRk, BEHOR IR T R i 3 el R 17 far A
R BRI A HBeAg FAVE 38 R D) B AR A2 T 44 IR AR
i 22 WL F S IR R o BRSO w3 s A St v v =
PR, R AP B S BT AR Ak iR YT L A5 A TE I
A A A v R U o A A2 T T R

ARMWFFAFAE — 7 S PR , BEAS S5/ DN | HLA I i 43
BT, AR BESE R R BB 5 1 L5 AR DC R . AR T I R
PEBRBNIIEST , DLt — 52 o o S R A 4518 .

CIEFEERRE: AR FET2023F 11 AI1SAZ2h#HG
PEHRFE—WMBEERAEET LS H, 5 HN-
LL-SZR-2023-043,

FIZEMSE AR A SR G EAEATA) #0 %

EETTIRAERA: W AT LFRE REIEST; TR
HABWE G Lih 2 She R RKIBE I, Y I EAER
TXFEMBT FBFLFRE BRI REEH,
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