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HBeAg FHME S Z BIFF R ATREL B E
RS HER I sEISF R R

REDIR, &AM, 7B, 3K
(AT ARFMBER HAAFH, T &b 063000)

HE . BY ®IT T e R (HBeAg) ML FAM LA KATAAL B 3 9% 2 3 2 BT ik 454709 £ 57
HoM AW RZEL, Fik RARBEIHF %, KE 20154 2 A —2016 5 2 A EiZRAERR 6 SRF X IFALAL
F & 270 4], 5 H7 HBeAg MAH( 124 4] )F= HBeAg FIH( 146 4] ) TRUT K IFARAL % 2 4 THF A @ 407 ( HBsAg ).
HBV DNA, % 4:354% (ALT. AST. TBIL, ALB) # £ %A R F HBV DNA HE ¥R t, R HBeAg
FRMEZE HBsAg, HBV DNA, ALT. AST #94-% 5 HBeAg MM2AILER, £ FA %5 &L (P <0.05), HBeAg
FRPE4L 3 & T HBeAg R4 09 &4 ; W41 TBIL, ALB #9)i, £F L4+ 5 &L (P >0.05). HBeAg
fe k40 HBV DNA<10’ TU/ml & 10" ~ 10° TU/ml & # 49 bb 4] 3 4% T HBeAg I M 41 ; HBeAg [ M 40 HBV
DNA>10" IU/ml &% #34) & T HBeAg P MEZE, B 2018 HBV DNA K- 9 # s b £ 757 % it 5 & SL(P <0.05 ).
it WA CITAFAAL B F IR N HBeAg 09 50 453, AT /A& S BIR-F AR, AFAE £ 8 RO 35, 125 R
BR AR R B IER, A TR IR ER T, 05 FBRRIREEEIT o

KEER . TR R ; TH e LR ; THFHE DNA ; st

HRESZES : R575.2 SMERFRIRAD : A

Study on hepatitis B virus load and liver function indices in patients
with HBeAg-positive and HBeAg-negative hepatitis B cirrhosis

Guo-shun Zhang, Dong-mei Meng, Zheng-ya Fang, Bin Liu
(Department of Gastroenterology, the Affiliated Hospital of North China University of Science and
Technology, Tangshan, Hebei 063000, China)

Abstract: Objective To investigate the differences of HBV load and liver function indexes between HBeAg-
positive and HBeAg-negative hepatitis B cirrhosis patients and to analyze its clinical significance. Methods In
this retrospective study, 270 cases of liver cirrhosis were collected from February 2015 to February 2016 in the
Affiliated Hospital of North China University of Science and Technology. The differences of HBsAg, HBV DNA,
liver function indexes (ALT, AST, TBIL and ALB) and the composition ratio of different HBV DNA loads between
the HBeAg-positive (124 cases) and HBeAg-negative (146 cases) patients with hepatitis B cirrhosis were analyzed.
Results The content of HBsAg, HBV DNA, ALT and AST in the HBeAg-positive group apparently exceeded that
in the HBeAg-negative group (P < 0.05). There was no significant difference in TBIL or ALB between the two
groups (P > 0.05). The proportions of the patients with HBV DNA below 10° IU/ml and between 10’ and 10° IU/ml
in the HBeAg-positive group were lower than those in the HBeAg-negative group. The proportion of the patients
with HBV DNA over 10° IU/ml in the HBeAg-positive group was higher than that in the HBeAg-negative group,
there was a significant difference in the ratio of HBV DNA between the two groups (P < 0.05). Conclusions With

seroconversion of HBeAg in the patients with hepatitis B cirrhosis, the level of hepatitis B virus replication decreases
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TR, 2% : HBeAg FATES BIME Z BT R IR ARG L THm 2R et S TP DI RES R R

and the liver inflammatory response is reduced, but it does not mean that the disease is under control. It is possible

that the liver damage will aggravate gradually, and active antiviral therapy is still necessary.

Keywords: hepatitis B liver cirrhosis; HBeAg; HBV DNA; liver function

JEPRE AL S — Tt DL TP 2% o e P TP RE AT At
49 A LU AE QB9 R (hepatitis B virus, HBV )
SRR Z I BFEHGE ", At A 2 HBV (1Y
ANRAA 2042, Hrig 1t PG 200 2.4 {2,
RAERMEA 65 77 ANFET HBV Bes R rFaEfl . J5
RANERPREFIITEES ™ 4K, AT e HTJ5 (HBeAg)
B 4 1 P £ BRI 52 JR A BOR 22, HAT SCRRTE
HBeAg (PN 2 BT 58 ik J Jy s R ™ AL
MR AR E R, 2 kR EsEEW, HYT
CIIPFIRINFAEALTT A AR BT TR D . S UFR TR
PR LR 5 1) e HE SRR ) i ), e e K
P SR T TR T BB B ik i G B, WA
FEXF T T HBeAg FHAEFIII 1 £ BT 58 TR 4L A
H CHPRTERER RN I RESE bR 22 5, IR 2
Wi Kfy TR S8

1 #ABEFTE

— g B A

2015 4F 2 A 2016 4F 2 H B0 BE T K24 g
B B A BE 1 £ B 58 A Ak i85 3k 270 i, b 58
201 B, 2 69 i ; 4% 30 ~ 80 %, ¥y 54.05 %,
SIS B AT & AR B s i oy o . TR AREE
SR SIRA BT (B SRR BiiR e e
(2015 4ETHhR ) iz WbRiE ™. BT A BB 613
R A SR SRR, HEBR SRR AL
BT R AR R R LG IR TR PRI
L B B T e S LA Y JR 5 . HBeAg FH
PEZ RT3 124 7], Horh 5 92 i, 4 32
] 3 F-HIAEHRE (53.75+11.35) % ; HBeAg B T
LA 146 6], Horp 53100 6], 4 37 i 5 SF 341
(54.49 £10.76 ) %, WZH A PR IRE 1 LE S AR I8 1
LRG3 (P>0.05) (WF 1), BAMHE.
1.2 Wll7*

121 MELXEA  HBsAg E =K RS N SYM-
810 B [EJHES A IR, h L i AR A B
v al44iE . HBV DNA Kol 52 464 7 S i 2l e 1t 2
A W B K W ( quantitative real-time polymerase chain
reaction, qRT-PCR ) {¥ . ZBYJH48 95 #EA% R o f A5 DU

1.1

Fx1 —HEBEER
4151 B R (%, xxs)
HBeAg FHPEZ (n=124) 92/32 53.75+ 11.35
HBeAg FAMELL (n=146) 109/37 54.49 + 10.76
X /18 0.008 -0.547
P 0.931 0.585

A, i RHMEAY) TR PR A4
122 Frik SRAKHE—KEES ST,
BOE RA G Rk, JF 0B IE, FH TRFIA J7iE %)
BE VAT HBsAg, HBeAg &2 A, HBV DNA #1A%
FAETH RS EHIKIN 3 ~ 5 ml, BB G205 T
1.5 ml KE EP %, fRAFF 20°CUKFE=H, 1 NS
i qRT-PCR #:0 ,
1.3 MRFE

KRB 34T i, WO R I — B et B A
KAER, DL HBeAg fETE 1.0 COI N FLBREF TG Ak i3
434 HBeAg BHYELIAIBIPELL, /M idl 2 [l 4EHE | 1
. LR SUR (HBsAg ), HBV DNA ., A INFEA
(ALT), BB (AST), MAHZI K (TBIL), H
HFH (ALB) My225, SRJ5H HBV DNA &£/
43 AR (<10 TU/ml ) A (107 ~ 10° TU/ml ), & (>10° TU/
ml) %5 3 DEERI AT, i1t HBeAg B FIEH 14
JiT 6 Ak 25 2% B A [5] HBV DNA 3 B 7K S A9 0 i L
HBV DNA AYHRIIE <1 000 TU/ml I ICIEAGIN, R T
A HBV DNA it T- 1 000 1U/ml 95 1911 24130 5% Ky 500 5
HBsAg>2 500 1U/ml JGikkai, Jr LUTAT ) HBsAg &
HEEAE 2 500 TU/ml LL B35 B850 5% 4 2 500,
1.4 SHIHEFE

B2y MR FH SPSS 17.0 Geit-#kqd:, Ha%ERHig
RIESSM IR + b2 (x£s) Fom, 24
FEABC IR ¢ K, AR TEZS 5347 LA 57 Z0Fn Y
SAOERENE (M (Py ~ Pry) 1w, WIALIE] HLBCR A
Mann-Whitney U £5%5, THECFORIIRFOR, R x* K
5o AR RUNE S, P <0.05 22 S A5t
=98
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R BREE 2 Ak

5 28 &

2 #R St HBeAg BAVEAR B, Z2SRASITHEX (P<
o o 0.05), HBeAg A 41 = T HBeAg B 41 5 WA 4 [A]
21 HBV ERRATIRERIRILR TBIL. ALB f9 HLEE, 225G X (P >0.05),
HBeAg FH 4 41 HBsAg. HBV DNA. ALT. AST =,
*2 HBV EERAFIEIEIRILE M (PysPy)
251 HBsAg/ (IU/ml)  HBV DNA/ (1U/ml) ALT/ (w/L) AST/ (w/L) TBIL/ ( p.mol/L) ALB/ (g/L)
HBeAg FAMEAL 1123.40 9.4x 10' 57.5 56.5 22.05 38.4
(n=124) (601.15~2500) (500~2.23 x 10") (36.00~95.25 ) (37.00~88.5) (15.70~36.30) (31.58~43.65)
HBeAg [I14:41 512.82 500 35.5 40.0 22.65 37.8
(n=146) (147.54~1207.72)  (500~4.67 x 10") (25.75~69.25) (27.00~76.25) (16.10~37.00 ) (32.38~46.20 )
Z 18 -5.233 -5.008 -4.007 -3.275 -0.083 -0.959
PH 0.000 0.000 0.000 0.001 0.934 0.337

2.2 7[E HBV DNA #iE IR bE EL %

HBeAg FH 4 241 HBV DNA<10’ [U/ml 9 (& & &
31.5% (39/124 ), HBV DNA 4 10’ ~ 10’ TU/ml [¥) &
it 19.4% (24/124), KT HBeAg BATEZLIY 53.4%
(78/146 ) H126.7% (39/146 ) ; HBeAg FH 4 41 HBV
DNA>10’ TU/ml (4 F 54 49.2% ( 61/124 ), 5T HBeAg
FIPEZLAY 19.9% (29/146 ), P[] HBV DNA 7K1
MR 25 A et L (P <0.05), W3 3.

#£ 3 7A[F HBV DNA #E/HELE  #] (%)

HBV DNA (1U/ml)

413 . - -
<10 10°~10 >10

HBeAg BHPEZH (n=124) 39 (31.5) 24 (194) 61 (49.2)

HBeAg ITEAL (n=146) 78 (53.4) 39 (26.7) 29 (19.9)

X 1H 26.331

PAH 0.000

3 ifit

JFASE Ak 2 3 B B AR UL RS, A RS
[Fi) A R0 f 0 1 P DG 28 2 R T R . ZE TR K 2 W I
RIPERFREfL, JUHIE R i 0. R4 S
N, JFFREAL Y05 A8 B 5 HBY (4548 2 03 S e A 45
KA HE S s —PBIA S S e HBV 52 il 1) 5 BURR 11
F&HRJE HBV DNA /K- T+l HBeAg Rz FH M ™, AP
HBeAg #ll HBV DNA % it (1) 2 /> X% & HBV & K
SR AR Gt B RN e SO 18 AU R FRE I
T HBeAg 551 . HBV DNA & F MK 2L S AT g
AP, AT BRI T A . (At
FEAE AT 1B HBeAg I35 24 5% e (1) 2 P I YL & 1Y

T TE BIArEE A e AT e & J ok SR A AN Rk 1
. AR ", HBeAg BITER ZRITFR &
It HBeAg BH: i & & A0 R A AL A XURS: 2 08 . SOARTF
LR HBeAg BAEFIBHE 20 AT 8 P4 Ak 8 3 1A Iy
HBV 8 KT REFR ARG 22 5, DT T30 e 1 7™
TR W o

ITAER, HBeAg FIPE A1 M £ IRk YL 35 3 W 3
%, —USe B F R M F AR S R Y HBY DNA )
FERFSLE ], AL E, AR Rs ",
HBeAg BH M -6 16 8 35 ML 9 2R RE R B A o, (R
WAL RRR LSS, FREAS DIRERCAT, 1T HBeAg [ fiT-A
L IR AR R AR T . ZEARDESE T, HBeAg
FH 1 41 2 B9 5 A 4k £8 3 1Y) HBsAg. HBV DNA |
ALT., AST &8RN F5 4535 T HBeAg B B .
ALT EEAFAE TR A ML T, ZEFIE & A R IE
B, AR R v AR e, ALT )2 AH-2 A
RN, DTAE T8 A B T, oA &
SR HBeAg PH FAE AL 5 LR ) 98 0E = 0 A
5l M IR A R — B HBsAg S A0 AZ Y 3
WA A FRIR DNA (ceeDNA ) FESERRZRAG =4, &R
SE BB S WL Y BE S KT, i e AR B
NG CIFIRR . EMR Pk 2 a1 0 R A AS [ B B
LRI FERE AU NNEE , HBsAg K E Wik " 5 A
BF, BAEBRAEH ", HBsAg &K TR 5 M 2 7
JFE S T BFEAL . PP (0 E e TR T T B, I ELA ] —
BERNK A HBV DNA B9 & 5K R IEM X, o
—UESE T HBeAg FH: A £k £8 25 95 17 2 B 4
TBIL 5z e fF A A S RE, ALB S I A9 & AT
e, M4LAlX 2 MERZE R TGIFE L, FRIT
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SR, 45 : HBeAg BHPES BIPE L RUAT R NFEAL 8 & NP8 ST DRERE bR Il oY

WERS A BRI RE S HBV 15 il K- ToAH Gk

HBeAg %% AR A AEBE HBV DNA & i T B,
{H HBV DNA /K-F- 55 i B AR B I A —2, B I
AL FERERYIZ W, 1L HBY DNA B9 52 i 8 1 sk
55, AE HBV DNA FFEEIPE s ORI S il i)
HFNATS AT A HBV S ™, & o3 i i T U 4T
VR, A4 H BoR, HBeAg PE4H HBV DNA
AR PP S HBeAg FHIEZH HBV DNA = A2 1,
g s " iHGE —80, X WIESE HBV DNA & il
K5 ML HBeAg S IEAHSE "™, {H HBeAg [T 2H
JHFRE AL 75 HBV DNA & 10" ~ 10° IU/ml 1 L 815 T
HBeAg BHPEZH 2, H HBV DNA>10 IU/ml AY He il 5
19.9%, UiH] HBeAg EARHL I, (HJE HBV IR 1511
S, AT B O EER YT o

25 L ik, HBeAg BIYERY & I HFAE AL B35 Y
HBsAg, HBV DNA. ALT. AST ({2 44{% T HBeAg [
PR, DUARSAE R HES , (BRI S A5
1k, FFUERSSTERERE , AR AL B, 4355
BWTRERYT , IR BN SR &
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