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BERsEARMNEKEN HBV DNA EEIEEREX
kAL OB, EXLE ALK B,k R,E K. RRE, X AES
(LA B EREBFA,Fd 250021)
B E.HK KiTARHK HBVDNA R 24 M KE NS RE HBV i A WA ik L 2Lk, ik FAein

283 #) HBV DNA<C1 000 IU/mL & # M6y TR X B 309 5 AT i35 47 St AR, R AL REFLZZRAEN
# % % HBV 4 &4 F HBV e 3t R (HBeAg) £ A 4¢3t % & L (37 =5. 310, P=0. 021) ; HBV e 44k (HBeAb) £ 5 £ %3t % & L
(3" =1.266,P>0.05);126 4> =8 & F % ,HBV DNA & # 4 £ £ 20 & 20~10° IU/mL 55.56% ;117 #] X =8 & & + ,HBV
DNA & 34l 4 R B 21, 37% s IF S i 36 47 5 R B R A 8 45 B (AST) . @ R Bt & A 44 B (ALT) a8 82 B (ALP) # % % &
A A 15.90%.8.13%.13.78%, &i® CZAENKS AR ZTLERKINERBEE T B EF . 6R L KRR Z %L HBV
DNAZZ . FAMHEE AN RELZE5FAM, LT T MamE LT A @i F42 8, hE 7 R8T bR RIE.
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To investigate the clinical significance of detection of low copy HBV-DNA with hypersensitive quantitative system "
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Abstract: Objective  Analysis of the relationship of low copy HBV-DNA results using hypersensitive quantitative system and
HBV markers or liver function indexes,and investigate the clinical application value. Methods Hepatitis B virus antigens and anti-
bodies and liver function indexes were detected in the total of 283 chronic hepatitis B virus patients(CHB) with low HBV DNA cop-
ies(less than or equal to 1 000 TU/mL copies) and the data were compared and analyzed. Results HBeAg in patients with low
quantitative hepatitis B virus copies showed significant diffenence by chi square test(3* =5. 310, P<C0. 021). But HBeAb showed no
statistical significance by chi square test(;(Z =1.266,P>>0.01). HBV DNA quantitative results in 20 and 20 —10° low copy range
accounted for 55.56 % in 126 cases of small patients without HBeAg(Small Sanyang patients) ,and HBV DNA negative results ac-
counted for 21, 37% in 117 cases of patients with HBeAg(Big Sanyang patients). Furthermore, abnormal rates of liver function in
AST,ALT and ALP were 15.90%,8.13% and 13. 78% respectively. Conclusion Combination of hypersensitive detection of ser-
um HBV DNA copies and quantitative liver function in low-copy patients or patients after antiviral therapy will be of better clinical
value, contribute to better understand of viral replication and liver cell injury and provide a reliable basis for treatment.

Key words: allergic system; virus quatitative; hepatitis B virus; liver fuction; PCR

W SR AR T WM Y 2 — A BRIE R R & 283 1, 18 220 . & 63 fi], SF- ¥ 4R % 40. 23 ¥, hs-HBV DNA
W EE(HBV)E Y 3.5 4, P ELA N 1. 2 ¢, & &Y HBV # Ik 4 EDTA-K, s M EARA . HBVY 5 35 & & U 5 A6 il
ZIEZRTY . HBV A R v v: AL dett 8 5 9F B S MIE AR
etk iR 2R . CRF RS KRR VERF RAAFREAL . AThT W5 A he HBY DNA 5 5 i 1 % il % [C COBAS
S EOI 0 & RN . # HBY DNAChs-HBV DNA) & it {6
MIEFZ K CAPCTM KUl 52 52 & AW D 2 7E 3% 2% 1
LA A G I P, R o A e 2 TR AT R R R R I
[ 45 HBV 5 35152 £ R JH- T RE A U o 5 47 b 1 fide s 15 S Bt

AmpliPrep(CAP) 4 B X FI COBAS Taqman48 (CTM) 4 14 {1
K HFCE A IR s HBV 5 5 2 A8 W 4 {0 5 >R T 26 [ Ak 5%
12000 4k 2% & 56 43 AT A3 0 i 2 46 00 3250 5 JFF 2y A A6 I 4l P L AR
5 8y HE AL 73 B £ G 32 79 358 7 O

T 7 I W IR T S A St 33 o0 MUP00 B SRR BT BRI S MR i DU
LRIFR B MRA R PAT M iaerb. pne, PR ARROIAD AR ARG A W e A
1 #ZREHE N AR O R

1.1 — ekl URSEI%BE 2015 4E 3—12 A sk B %, i1k 1.3 iy [RIEHEI % hs- HBV DNA,HBV 5 3 5 & 1 JiF
[RI B R hs-HBV DNA %2 i .HBV 5 T0 F T o fi 46 00 1) 28 % Yifgfabr . Hh HBV 5 T ¢ & 192 Widn i HBV 3 i 5t I
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(HBsAg 1§ 1)>>0. 05 1U/mL 4 fH ¥ ; HBV 21 $i{& (HBsAb
g 2) =10 mIU/mL Jy B ¥ ; HBV e #i Jf (HBeAg 8{ 3) FI
HBV .0 Hi ik (HBeAb 5% 5)S/CO=>=1 K [H 1 ; HBV e ik
(HBeAb 8 4)S/CO<1 KB . HBeAg.HBeAb, HBcAb LJ
S/CO HFRIR »S HARAS MR G AR . CO 2y cut off . 45 I 15
H# TR B H L hs HBV DNA & 5 2R ] 1 4> ok B JT 28
K-, HBV 5 T5 7 &5t 71 I T g 46 A5 349 % i i AR 2 A v B o
P KT, T AT 4 A R g

1.4 Sibspab ™ SR SPSS21. 0 483 4 44 o 47 B 4y #r s
BRI B S o R R A LR o R ge, P<
0.05 W ZRAGITFE L.

2 & ES

2.1 hs-HBV DNA # # 5 HBeAg., HBeAb [ 45 5 It %%
HBeAg 2 54 i1 % X (4* =5.310,P=0. 021) ; HBeAb 2%
RAGIHE N =1.266,P>>0.05), 126 #il/h = [ HB-
sAg(+), HBeAb(+), HBeAb(+) & 145] f# # 1, hs-HBV
DNA 45 B 7E 20 & 20 ~10° TU/mL 5 [ 5 5 55. 56 %
(70/126) ;7€ 117 fil Kk = FH[ HBsAg(+) , HBeAg(+) . HBcAb
(+) 8% 135158 % v, hs- HBV DNA & 45 B 1% 21. 37 %
(25/117) , KR# 4 8% K 20~10° TU/mL, [ 47.86%, W3
1.2,

2.2 hs-HBV DNA % & 5 fF DU REF8 A i 25 SR b 283
HBV B H R AH R AL B (AST) WRE R AL
B CALT) | B M W B2 W (ALP) 53 2 43 5] 29 15, 90% (45/
283).8.13%(23/283).13. 78% (39/283) , H K ¥ 4 5 # 45 5

10 ~10° TU/mL, 434 5 30.00%,21. 95% .18. 92% ; AST,
ALT 2258 432438 L (4 =10. 361 fll y* =16. 543, P<C0. 16
I P<C0. 01)s ALP 22 5 6 48 3 % & X (3 = 3. 063, P>
0.382), W 3.

*£1 hs-HBV DNA E&5 HBeAg.HBeAb PHIE M &
HRILE (n)
hs-HBVDNA HBeAg HBeAb
AU/mL) n — “it n — it
+ 106 98 204 101 103 204
— 29 50 76 45 34 79
At 132 148 283 146 137 283
®2 hs-HBV DNA EE£ 5 & #M HBV 5 TR ZE

HEREB(7)]

1518 HBV 5 Hifi
hs-HBV DNAIU/mL)

(n) 135 145
E oAl 63 25(21.37) 38(30.16)
1~20 38 20(17.09) 18(14.29)
20~102 109 56(47. 86) 53(42.06)
102 ~103 33 16(13.68) 17(13.49)
hs-HBV DNA [H#: %% 142 72(61.54) 70(55.56)
ait 243 117 126

%3 hs-HBV DNA B2 58F1het AST.ALT #1 ALP #5454 R EL &
AST 5 % [n()0)] ALT R R [n(%)] ALP R R [n(%)]

HBV DNA(IU/mL)

<40 U/L >40 U/L <50 U/L >50 U/L <140 U/L =140 U/L
A 73 7(8.75) 78 1(1.27) 74 8(9.76)
1~20 95 15(13. 64) 102 7(6.42) 96 14(12.73)
20~10? 42 11(20.75) 48 6(11.11) 44 10(18.52)
102 ~103 28 12(30. 00) 32 9(21.95) 30 7(18.92)
At 238 45(15.90) 260 23(8.13) 244 39(13.78)
e 10. 361 16. 543 3.063
P <0.01 <<0. 01 =>0. 382

3 i

HBV DNA 7 f5 A A% i 52 e 58 250K 9 g9 75 S il i o, B
HrA T HBV DNA 22 & 19 7 ik fk Fl fp 2 B 2, B BR A itk
H % G K HBY DNA 2 &1 2 b il & 4 HBV
WS, SRR EBRAEG ZMBEEmIS
. 5 HBV 5 BRI D RETK A K0 . 58 07 47 3t /2 B & BY I 48 f8
H Y S5 R R B B R

HAG 2 =400 HBV 5 T/ 07 3k 20, % Ak 2: &t
g Rl R SR SRl o R O o S = (7 M e e R U
FHST o AR A A A IR i BE B o 156 G 0 225 2R ol B 2 R K,
e LA 135.145,15 45, ARSI 25 R R WL 126 £l /N = FH
HBFA 55.56% 1% hs-HBV DNA & #4552 % 20~10° TU/mL,
PRIFAE HBV e N Z R 117 Ik =HEE A
21. 37% HBeAg P, {0 hs-HBV DNA & i 45 5 o B .

]

HBeAg 22 54 it & X (5 =5. 310, P<C0. 021) ; HBeAb 22
RGN =1. 266, P>>0.05), HBH Y 2 I8
JE & B H HBeAg 15 HBV 5 45 3 2 A5G, m]
Y52 HBV A2 Fl i 4% e v 09 48 A5 Z — s HBeAb Bfifi 75 &€ fit
25 R0 R 10T AR L 5 8 B AR B GURE G TR S UK R VR T 0
JEROTAG . I L AR, T 72 (T W 15 25 W A S BR A
S REE S DU B 2 B BRI 4 5 )5 1 HBeAg 3K
AR EAR L 3 B KT R R . PRLIE IR 455 hs HBV
DNA JE it il HBV 5 04 RE S 47 i 1 187 28 & BB BOw 155
ABFFEER LR AR DR ) AST ALT VALP S5 &
S35k 15.90%6 .8, 13% .13, 78% , HLKHB 43 57 & 45 5y 107 ~
10° TU/mL. 4> 81 5 30. 00%.21. 95%.18. 92%, AST,ALT
%5 Gt 2 B L (5 =10, 361 Fl > = 16. 543, P<C0. 16 Fl
P<C0.01); ALP 22 R TCGE 124 78 XL (5 =3. 063, CRH 5 465 T
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ARF- i HC LR () KR Bl e i DR
LA R R 0 N I A T R T SRR R R A . PR M e
R E D- RSB AR R T B L E kA kA B
Bl T $ 7 2 0t B0 0 R 10 5 AR A R AT T

AWFFEIE L 1 400 i B & S 1400 {5 1E & 2 A /Y
D- TR A 22 5 o0 B D- SRR S RETE O A R R S AR
4728 AR | 2 75 BE 8 6T IR A0 3 ) T AT BT L LB A
REAS 12 Wi i £ & DIC BEAT A JLZ5 SR X D-— ARG I 15
i 98 B R 9 IS 00 5 30 U TR R — R B I R R S A B T
BE— 2R D-ZRARAE I AR Y 8L
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