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XA, AE 2AKE2H CHB B ZERBAEBFHNEFE 3.6.12 A 899 A 3k 88 47 &, vk HBeAg & & #1i# sh A fo 3 A
Mo, KA B BE gk 38 5 3 K (ELISPOT) #&a = 4 IFN-y #9 HBeAg 45 51 T 4m i 6997 &, 5t 40 & % HBV DNA,HBsAg.
HBeAg £ & 54547, R B HRBELF T ABLITGE 3.6.12 A 365 T @i &b & 453 % 31.8%(7/22).50. 0% (11/
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The relationship between HBeAg specific T cell immune responses and titer of serum HBeAg in chronic hepatitis B patients”
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637000, China;2. Department of Laboratory Medicine , North Sichuan Medical College , Nanchong ,Sichuan 637000,China;
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Abstract: Objective  To analyze the correlation between HBeAg specific T cell immune responses and titer of serum HBeAg in
chronic hepatitis B patients accepting antiviral therapy. Methods 22 patients of chronic hepatitis BL(CHB) accepting antiviral thera-
py were included in this study. The peripheral blood monocular cells(PBMCs) were separated from the whole blood collected before
treatment and three months,six months and twelve months after treatment, respectively. ELISPOT assay was used to detect the fre-
quency and strength of secreting IFN-y cells of PBMCs stimulated by HBeAg protein. HBV DNA, HBsAg, HBeAg in serum were
detected at the same time. Results The frequency of T cell responses in patients to HBV specific proteins were 31. 8% (7/22),
50.0%(11/22),77. 3% (17/22) and 95. 5% (21/22) at the time of before treatment and three months, six months and twelve
months after antiviral therapy,respectively. The frequency of HBeAg specific T cell responses in patients at twelve months after
treatment were significantly higher than those of before and three months after treatment and responses in patients at six months
after treatment were significantly higher than those of before treatment(P<C0. 05). The strength of HBeAg specific T cell responses
was expressed as spot forming cells(SFCs) per 2X 10° input cells. The SFCs of T cell responses in patients twelve months after
treatment were significant higher than those of patients before treatment and three months and six months after treatment( P<C
0. 05). There was no significant correlation between SFCs of T cell responses to HBeAg with titer of HBeAg in serum, P>>0. 05.
Conclusion The HBeAg specific T cell responses in chronic hepatitis B patients after treatment is higher than that before treat-
ment, but there is no significant correlation between SFCs of T cell responses to HBeAg with titer of HBeAg in serum.
hepatitis B virus e antigen
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PUAS s RSN I, CHB fi2 Wi ks ME X £ 6 2005 4F 12 H g
% 2 5 3 o 43 3 T v A 2 2 2 TR 095 2 o3 2 A AT 1 18
IR BRI .
1.2 Jrik
1.2.1 B BE S 5 R (ELISPOT) 4 1  HBeAg 4% 5 1
T 240 Wl 5928 SN - i R 43 25 408 I PBMCs, il A 2 42 9 TIFN-y
L REBTIR Y ELISPOT 2. [8] i35 37 BH « BH 1 X 18 L i 5 56
L. HE 2 AEEL. HES B IMA 2 mg/L HE ¥y 1ML
HER (PHA) , 991 X BECFL 40 i 8% 5% i, S s L& L A
4 mg/LMY) HBeAg & FAE AR, 37 C.5%CO, WA KE 3%
18~24 h; B JE N AW F ALK IFN-y £ 5 B4 IA & 5 % 3% F
a3, &L H B8 O B &k RN
ELISPOT [ 8l 542X (champspot Il , B bt 50 FE 8 24 "l 42 ) 3
B S AN (SFCY . BH A B I 18 5 S K F 2 4% BH 4 %o 1R
fL SFCs,
1.2.2 MiBbREWRN  FTARABRHEY K 601 £ H3)
R b 2 88 23 BT SCRS I A8 I 3 i HBsAg $ii-HBs . HBeAg,
Hi-HBe . $i-HBc 5 Fiir &9 . 357 24 Roche 12 Wik .
1.2.3 HBV DNA E&&W RH HERHEZ R RY
B (PCR) % e fab A i 0 700 & 7™ s e Bt I 5 8 1 L AN 8 R
FZEE ABI 7500, 3 7] & 46 T Bk 52X 10% copies/mlL,
1.3 Siit2eab s SR SPSS16. 0 B fF 17 it 43 i . P<
0.05 R EFAHGEII¥E XL,
2 % ES
2.1 RBAEAVOREEIRIT IS R SR AR R 45 R A 22
] 58 35 0% B2 VR IT AT 18 ) HBsAg. HBeAg 34 2 BH 1%, 4
HBsAg [, HBeAg FA14 , HBV DNA K F 10* copies/mlL,
ALT HRFIER FBR. B 3 MAE,54. 5% (12/22) [l i %
HBV DNA Ik FH I T FR.54. 5% (12/22) ALT B ¥ . 67 6
AAJE.59. 1% (13/22) () 2 3% HBV DNA £ T4 0 F F;
ALT ZH % K 68.2%(15/22), RI7F 12 4~ H)5.86. 4% (19/
22) (B # HBV DNA K FA I F B ir 5 & ALT ik &=
EIEHLH .
2.2 ELISPOT #4704 # 7 J5 & & X HBeAg & H By [ ML
2k
2.2.1 BEVURFNE T AR HBeAg 8 [ #9 KR % R
Fb# 22 ) CHB B35 Hupi s a7 i FGIT Ja 3.6.12 H By
T 200 i Js o7 B Pk 2R L3 1

1 CHB Z2EMFESETHE T 43t HBeAg

EAMRME
P i) BIEE I E G BHPEBIE G BHEER 0 BBIE G
VAT T 15 7 31.8 22
HBITE 3 A 11 11 50.0 22
WRITIE 6 A 5 17 77.3” 22
BITIE 12 A 1 21 95.5% % 22

* . P<C0. 05, SIAIF AT L #: # . P<C0. 05, 53477 F 3 A b,
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0.319,P>0.05, A W EHIKER G T 41 % HBeAg 1
B 349 S5 g 5 BE AR Ak 5 1T HBeAg COI{H 3l 45 22 4k L W
AR
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U, R T IRYT G T AlX) HBeAg 2 H AY 50 BH
B FIRITHT, H &R R E K, T 40 M%) HBeAg M
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B IS R R S T R s 1 T 34 s I 5 BE TR T T A
A R R O BT B IR YT AT LUk HBeAg $5 574
T 240 Mo p 2. A S5 00t & 3 HBeAg 55 54 T 41 My b & 7
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AT B S/CO B¢ COT A R, i 640 7 T 8 3% B 7
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2t 5 2000 2001 2002 2003 2004 2005 2006 2007 2008 2009 2010 2011 2012
S WA RS TEA PHEER () 131 123 157 192 211 239 233 225 259 281 321 348 293
BB G 227 224 291 229 333 344 350 352 369 455 456 526 482
MW258R (%) 47.2  54.9 53.9 64.2 63.3 69.4 66.5 63.9 70.1 61.7 70.3 66.1 60.7
] 27 112 0 L TR - 0 i B v PHHE () 16 18 56 39 78 86 111 155 110 108 137 246 244
Btk G 131 131 159 145 187 224 260 341 306 349 349 499 507
W25 (%) 12.2 13.7 35.2 26.8 41.7 38.3 42,6 45.4 35.9 30.9 39.2 49.2 48.1
86 55 R Bl KT T - 0 i B FHPES Gy 5 5 17 9 15 40 53 79 124 134 188 305 392
BB 21 79 95 42 70 118 143 188 218 266 313 414 494
Mz5% (%) 23.8 6.3 17.8 21.4 21.4 33.8 37.0 42.0 56.8 50.3 60.0 73.6 79.3
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