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[HZE] B HATERE 283 FABBRIAFL(CHR E XU AARALESBH(ALT) TR LR H
(HBV)-DNA#Z L5 hFF A EMRAEZRNGEARE, Fk BERALFEAEMET LA ELETHN HBV &
FEEREDRBERTTRLOBLAR SN HBV-DNA B 2., 8 AN L e R(HBeAg) MR E X4 MR A
# & HBV-DNA £ %4 & .8 SR £ e 4k (3i-HBe) K F 42 4% (P<C0. 01) ; % 49 HBeAg A= #-HBe K F 34 3
5 (P<{0.01);30~50 %48 CHB #% # ¢ HBV-DNA HBeAg.#.-HBe 5/ F 30 # 20 .>50 ¥ A% 2 F A % it
2 &L (P<<0.01);CHB % % ¥ HBV-DNA # % %5 HBcAg £ E48 % (r=0.451,P<0.01), 5 #-HBe 2 £ 48 %
(r=0.434,P<<0.01);ALT &5 HBsAg 2 E41 % (r=0.131,P<<0.05). % FHEH X 283 4 CHB # HBV-DNA
REALT 5 FZ PR EMWREAF—ZHXAE. 5B ANSGFAERM—K,

[£8RE] BEIAFEL; HBV-DNARS; AKBRAAHH40H; wFFHREHRE

DOI:10.3969/j. issn. 1672-9455.2013. 14. 001 CEAfREM:A X EEHRS :1672-9455(2013)14-1777-02

jﬁ:rzsﬂ'fﬁl%)ﬁ\:)?% EZA(l-?EE%‘}'k%Ev

The correlation analysis between HBV-DNA load. ALT and serum markers with chronic hepatitis B patients in the Hui
SUN Zhen' , ZHAO Zhi-jun® , JIA Wei® , SHI Zhi-yun®, ZHAO Yue® , ZHAO Jie* , ZHAO
Qian-ying® WEI Jun®*” (1. The NingXia Medical University ,Yinchuan s Ningxia 750004 , China; 2. Medical Ex-
perimental Center sthe General Hospital of Ningxia Medical University ,Yinchuan . Ningzxia 750004 ,China)

[ Abstract])

(ALT) and serum markers of 283 cases with chronic hepatitis B patients(CHB) in the Hui autonomous region. Meth-

autonomous region”

Objective  To investigate the relationship between HBV-DNA load, alanine aminotransferase
ods Chemiluminescence microparticle immunoassay method for quantitative detection of HBV markers and fluores-
Compared with HBeAg-
negative patients,the HBeAg-positive patients’' HBV-DNA load was higher, but Hepatitis B e antibody (HBeAb) lev-
el was low (P<C0. 01, P<C0. 01). The female HBeAg and HBeAb level was higher than the male (P <C0. 05, P<C
0.01) ; Comparison of HBV-DNA, HBeAg., HBeAb in the age group of 30-50 patients with CHB and less than 30
years old group,more than 50 years old group. The difference was statistically significant(all P<0. 01); HBV-DNA

cence quantitative polymerase chain reaction (PCR) detection of HBV-DNA load. Results

load was positively correlated with HBeAg in patients with CHB(+=0. 451, P<C0. 001) ,and positive correlation with
HBeAb (r=0. 434, P<0. 01) ; ALT was positively correlated with HBsAg (r=0. 131, P=0. 029). Conclusion
There is a correlation between HBV-DNA load, ALT and serological marker concentrations of 283 cases with CHB
patients in Ningxia area, which is consistent with the of domestic and other countries.
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HZ R % (CHB) & 25 2 300 7™, H A, Il 7§ HBsAg.
HBV-DNA, Z B IF % e $1 Jil (HBeAg) Fl N 4 IR 4 3k 5% % Wi
(AL & 4 FiA W br s Wy J& A i B0 CHB Il IR 7 3% 1 &
FdEbR . ASCE FEH T A E L X CHB 4 1 - HBV-
DNA #+ 5 ALT.HBsAg.Z B % F W B ik (Fi-HBs) . Z
RUAT 5 4% 01 (HBcAg) \HBeAg . Z BT 5 e P& (1-HBe)
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1 B#RE5HZE

L1 — %R BFsEx 4ol 2011 4 11 H & 2012 48 7 A
ABEti ) 283 ] (B 199 #l, %z 84 i) CHB B % , F i1~ 82
%, Hi HBeAg BHPE 144 i, HBeAg B 139 4], B 4 18 & 4%

x  EEWHE:EFARFEIELTE (30960176) ; T8 HRF %34 (NZ1245), 2

A e 2E S 2010 FF 2 E CHB Wiz Wibr it HEBR B IF i ES
Y F R 4 5 B (HAV) N BUF 49 8 (HCV) L T B 56
JidE (HDV) | R I R 95 8 (HEV) | A 2 % 9 BB o #5
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1.2. 1 HBsAg. $1-HBs, HBcAg. HBeAg. #ii-HBe ¥ %
Loche A ®] 4 72 ) Cobas E170 system 1Y 347 & & 23 ¥, i Jfl
Loche 2\ ] B BEE X F £ .

1.2.2 HBV-DNA £ % H 3 E AW RGN 5 A1 ABI-
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U/mL,

1.2.3 ALT &M% V67T F 2 5 89 Dimension RxL. Max2,
i FZ A A R e R0

1.3 Siibeeab s HE R AR R A6 DL A 8 (e /ME
~ I KA F7R8 , HBV-DNA BOW $ 8 5 3517 55008 43 91, 41 18] B
8K FH R A 3, 6 A [ 19 ¢ 22 H TR ) Spearman A ¢ 4347
i I SPSS17. 0 17 i Ak 3, P<C0. 05 22 52 G il 2
2 % S

2.1 —fER 329 il CHB B # v, HBeAg fHY: CHB B %
144 fi] . 55 104 ], 2 40 ] 4E % 2~75 %, -3 (47. 8414, 4)
%, HBeAg Bk CHB 3 139 ], B 95 ], £ 44 ], F- 24

ol (41.8415.5) % , % HBeAg PR & 41 4R I8 3/ (P<<
0.05), HBeAg FA 4119 HBV-DNA 7k F 5 $i-HBe 43 3l H
(5.541.8)Lglo U/mL FI(3. 4=£4. 6)COI, ¥ % HBeAg [
ALIX 2 WE K & (P<<0.01), WidLlal 9 HBsAg.4i-HBs,
R DPLE (Fi-HBe) \ALT &Kk B2 R BG4 E X
(P>>0.05), L% 1,

2.2 RIEMEME CHB &% 2 ALT.HBV-DNA X [l 3%
i 22 PRI 25 R o AT, oM BT-HBe Al HBeAg 2k i 35 5
PR Z TSI L (P<<0.05), L3k 2,

2.3 AE4ERBEAR CHB 8% HBV-DNA #&  ALT &I
AR BRI 25 A B k& 4L 1Rl ) HBV-DNA 2 & . $i-
HBe il HBeAg /K ¥ 2R A Gt 2# 8 L, W3k 3,

%®1 CHBE#E HBV-DNARE ALT RILFZHREWRNERILE

21 51 n ALT(U/L) HBV-DNA(Lgl0 U/mL) HBsAg(COD $Hi-HBs(U/L) Hi-HBe(COD Hi-HBe(COD
HBeAg BH 4 144 41.25(8.9~381) 4.19(3.0~8.6) 9.5(0.46~250) 2.000.2~18.2) 0.005(0~12.9) 0.02(0~23)
HBeAg [ % 139 34.6(3.3~504) 5.53(3.0~8.1) 53.6(0.3~250) 2.000.17~54. 1) 0.005(0~14.2) 1.96(0~46)
Z — —1.879 —4.324 —1.205 —1.342 —0.957 —11.156
P — 0. 060 <0.01 0.228 0. 180 0.338 <20.01
U — R R
% 2 CHBBE%#& HBV-DNAHE ALT RMIFZREDRNLE RELE
5 n ALT(U/L) HBV-DNA(Lgl0 U/mL) HBsAg(COD Pi-HBs(U/L) $Fi-HBc(COD) $Hi-HBe(COD HBeAg(COD
k’s 84 39.6(3.3~504) 4.82(3.0~8.6) 57.000.3~250) 2.0000.17~18.2) 0.005(0~14.2) 0.59(0~46.1) 1.87(0.03~68)
L) 199 40.0(4.3~363.3) 4.61(3.0~8.6) 59.0(0.3~250) 2.00(0.17~18.2) 0.005(0~12.86) 0.45(0~46.1) 1.07(0.05~96.9)
A — —1.398 —1.510 —0.416 —0.219 —1.314 —2.913 —2.220
P — 0.162 0.131 0. 66 0. 87 0.189 <20.01 <20.05
T — R R
£ 3 CHBARE#EME HBV-DNA #HE ALT 5hiFFREWEN LS R LE
LN CD] n ALT(U/LD HBV-DNA(Lgl0 U/mL) HBsAg(COD Pr-HBs(U/L) H1-HBc(COD) Hi-HBe(COD HBeAg(COD
<30 44 40.0(4.3~363.3) 5.77(3.0~8.56) 65.004.7~250) 2.00(1.15~118.2) 0.005(0~12.86) 2.59(0~23.0) 32.00€0.1~95.0)
30~50 137 36.85(3.3~504.3) 4.19(3.01~8.39) 56.000.3~250) 2.0000.17~18.2) 0.005(0~11.27) 0.55(0~46.1) 1.10(0. 05~68)
=50 102 40.7(9.3~381.8) 4.80(3.01~8.64) 52.0€0.55~250) 2.00€0.17~54.1) 0.005(0~14.2) 0.13(0~8.84) 0.57(0.03~96.9)
XZ — 0.872 10. 798 5.116 0.155 0.030 28.516 24.729
P — 0. 647 <<0.01 0.077 0.926 0.985 <20.01 <<0.01

1 — FOR L .

2.4 CHB ¥ HBV-DNA # &5 ALT. Il % br HE YK
AR S A X I i HBV-DNA ki ALT, 3% %45 &9
IRV Z IR AT AR 2 PR 43 17 45 2R {7 . CHB 235 HBV-DNA 2
155 HBeAg 2 IEAH % (r=0. 451, P<C0. 01), 5%i-HBe th 2
EAHE (r=0. 434, P<C0. 01) , 5 H:Ath 1ft. ¥ 2% b7 & 99 K °F- 22 &
Togiit3 % L., ALT 5 HBsAg 2 iF /26 (r=0. 131, P<
0.05), 5¥H-HBe 2 H 456 (r=—0. 128, P<C0. 05) , 5 H: il I,
HFEREYKFE2ZR LG8 X, $i-HBs 53i-HBc £ it
A% (r=—0.293,P<C0.01),
3 i e

KA T HBeAg ALT . HBV-DNA #; & 5 I3 2245 i
YW WO &R L 45 L Wk, HBeAg fH % CHB B & 19 HBV-
DNA 7K 3 8 (P<<0. 01) , i i-HBe K FHAK(P<<0.01), 5
% ERHE BBk B 9 — 8. £ W] HBeAg FHHE: 5 HBV-DNA
A R — e, AT VR Sy HBV & A% B A 3 A% e v iy —
TG R

A4 CHB & % 19 HBeAg W ¥ 8 B & (P <
0.05), 5L MEFE IS — 30, LB HNP-HBe i
FE 5 55 M Lt s v LA e itk — 2L F SR I A

AR .CHB L 30~50 #4EWB B EEEL, B
M4 CHB #2119 HBV-DNA,HBeAg.#i-HBe 5 &4 25 7

BYit 2= 5 L BE S AR I BB E 2 B AT I L R E R
FEJE s 5 N BE B A BE 12 Wik 7 S5 % .

CHB B & MG F# &Y JALT 5 HBV-DNA # 5 /K1
M &5 SRR W, CHB [t % HBV-DNA # i 5 HBeAg.
Hi-HBe R IEA X ALT 5 HBsAg 2 1E #1356, 54i-HBe £
A5 Hi-HBs 5 Hi-HBe A, AL, HBV-DNA # & 5
ALTUFZI68) (9 Tt 155 JC B S AH 5 o L 5 SCk[5-6 T8 — 2, 1
A5 T HBV-DNA #5515 & M 0F 58 R 2 B
HBV-DNA & &5 ALT %A W B A M. X b HBeAg 5
HBV-DNA # i M56 R, —MIN =&K& — 580 A
BAE R 97 190 1] 3% 2 Wi 22 & 4 0 i) HBeAg K F, & B T 150 U
CHB #i5™ .

AT A, T E X CHB ¥ HBV-DNA # &5 HB-
sAg T YA %, 5 Thompson 2 Van Bommel 25110
WRA—BLATRE R CHB B E BARERIEE S .HHF
HBsAg 2ARFRIBEL S DX B A 114 728 S 1 {5 R0 A 00 4 390 6 v
W S Ah AEGRBER I Tl T B R PR b AR G 3 T S
A0 25 SR 2 415 R A TR R AR AR T

i bRk, 7 B M X 283 fil CHB & #% HBV-DNA # & .
ALT 5 [fi 3 2 b5 25 90 Wk A — 2 A8 %1% L Bk HBV-DNA 2 4
5 HBsAg I T % DIAH G PESL . AR S R 5 H CF % 38 1780 51
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HR1 ISR ITHMTEME(Y)

B 25 fiif 24 A UK
WR 3L 74 b / it s £ 31 49.7 0.5 49. 8
ey R 21.5 3.5 75.0
BRI/ R 51.4 1.5 47.1
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3 it e
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