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HE HH ®WATRRCANXPEREKRSIERS HLA-DR13 A B A A S BT (BCP) R & (B
A1762T/G1764A) & T ta e LA T LG 4B XM, Foik 102 4] TR K & F b EHIE S A 5 4 AT 2R
W FFARNG R R IR R S e P2 % B TR AR 5 AR, 3% 30 SR BEACH EF TR, A E L E ¥ PCR
o fn % P 49 T AT A A A4 B 2 % (HBV-DNA) &K F Z HLA-DR13 % B, A X fm e nl T 4 e e
CD4 " .CD8 ™ &ik ,m| ik A K fo 75 BCP % 5%, ELISA 7 x4 T ¥4 e R, o4 S A B
AR AR A, R HBV-DNA £ 24 R &ER X £ F3) L4t &L (P >0.05) ;HBeAg fat F &
ZH 18 VAR, BT AR AR E A HBeAg M £3 T 5 L tb &2 R (P <0.05) , B AT AR AR B AL > BT B 1 R A > 5t e L
%A > AR AR > AR ER, 5 EF T RAkE, MEmER CD3 & CD3 " CD4 " 48 B 4% (P <
0.05) , FF A=/ # B %51 £ A CD3 " CD4 */CD3 * CD8 * 1A 7k 4% (P <0.05) , &3£%4 CD3 *CD8 * {4 £
FH R FEL(P>0.05), HLA-DR13 £ B2 %5 E % *F BB 4L b 45, FF ARG 5 7 Ao BF 5 1A 700 28 A1
(P<0.05);BCP TR MR Atk f 8 TR ER, 27 A% &L (P<0.05), it HLA-
DR13 #= BCP #it] #5 £ 7T 4E 4 16 K13 SR K b EHIEH A 89 2 FZ 547

KEE BHECAME;PEEA;HLA-DR13 AR T #HE @ ki AR S BT

Correlation Study on Chinese Medical Syndrome Types of Chronic Hepatitis B Patients and HLA-
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ABSTRACT Objective To explore the correlation between the HLA-DR13, basic core promoter
(BCP), changes of T lymphocyte subset and clinical Chinese medical syndromes of chronic hepatitis B
(CHB). Methods Totally 102 CHB patients were syndrome typed as Gan depression Pi deficiency syn-
drome (GDPDS), Pi-Shen yang deficiency syndrome (PSYDS), Gan-gallbladder dampness heat syn-
drome (GGDHS), Gan-Shen yin deficiency syndrome (GSYDS), and static blood blocking collaterals
syndrome (SBBCS). Besides, 30 healthy subjects were recruited as the normal control group. The blood
HBV-DNA level and HLA-DR13 gene were detected with real time fluorescent PCR. The expression of
CD4* and CD8" in T lymphocytes was detected using flow cytometry. The mutation of serum
A1762T/G1764A was detected using PCR sequencing. Hepatitis Be antigen (HBeAg) was detected with
ELISA, and correlation between various Chinese medical syndrome types and objective indicators were
analyzed. Results There was no statistical difference in HBV-DNA quantitative results among various
syndrome types (P >0.05). HBeAg positive rate was higher in GDPDS than in other syndrome types (P <
0.05). It was sequenced as GDPDS > GSYDS > SBBCS > GGDHS > PSYDS. Compared with the normal
control group, percentages of CD3 “and CD3 *CD4 *were lower in PSYDS (P <0.05). The ratio of CD3 "
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CD4 */CD3 " CD8 *was lower in GGDHS and PSYDS than in the normal control group (P <0.05). There was
no statistical difference in the CD3 * CD8 * percentage among various syndrome types (P >0.05). The
quantitation of HLA-DR13 gene was lower in GDPDS and GSYDS than in the normal control group (P <
0.05). The positive rate of BCP mutation was higher in GSYDS than in other syndrome types (P <0.05).

Conclusion
medical syndrome typing of CHB.
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immunity ; basal core promoter

15 EIFF48 (chronic hepatitis B,CHB ) &—
PRI 23 05, 5 M R s, ™ 3 0 2 N S ) fgkt
. WEIEE B, & RUNT R 6 B (hepatitis B virus,
HBV) G5 e it 17 32 1R 2 256 B R 152,
W AR M) PR R 2 (RS ) DA R i 2 st
e REVESE . RERF S5 HBV f5 7t hi %,
Hor e o T B MR Z2 1k 2 HLA £ 41, HLA-
DRA13 JE A |, 42 32 4 i i 2 bk £ 240 i 30 4 A8 1k %
HBV Fii C X 278 518 P 2, BT 4 i 15 S i I 2 D) A
Sl23) (A HAE 2R Hh I A% 2R R A SE PR RIS, H
HIR M ANTERE o ASHEFE ORI 12 1 2 R S5 3 T AR
POFFABRGLEE S BF 5% i BEL 28 S B PR 5 FiE
#IfY) HBV-DNA . HLA-DR13 JE P 5 &, T ik E2 40 i
CD4* .CD8" % ik, HBV 3 A .0 3 31 T ( BCP,
A1762T/G1764A) 578 e T T e BLIR A8 4k, IF
AT A PR 2 5 BE R RS A DG .

BREFE

1 ZWitsifE  CHB 2WibrifES O BT &
B A 16 19 ) AR EN S HR S B IE 43 RS W b v = R
1991 4 v [5] i B 24 27 23 i & Ml 22 Bt 2 il 2 i HEIE
P (kA7) 7

2 AMRME (1) HBsAg FH M, #3522 i i)
] >6 H,ALT AKFFH i > IEHE 2 i (2) F i
19 ~77 %5 (3) BB AIERE S, ORI REARR
TRRRZE LIt

3 HEBRFRME (1) H LT ORI R Y S R
Yt;(2) EB ( Epstein-Barr, EB) %5 % . B 41 il 95 75
(CMV) B2 5 (3) H B Gy P A 1R I S g
Wi, TR .

4 —FRE 200 BB E A 2011 44 ] -
2012 4F 4 HAE) R 2052 e B ) o — I B R e Bk
GBI R IEH . &0k 102 B 5 AR
Y, DAY I BH 28 78 % R #4005 ok 22 DL, LR COh JiF
ARG K Y S O] i R, AL BH R T o /b, P R AIE Y

Co-detection results of HLA-DR13 and BCP could be used as reference indices of Chinese

chronic hepatitis B; Chinese medical syndrome type; HLA-DR13 gene; T lymphocyte

JH IS AL K2 s 9] 2 />, RTRE 55 )7 M 22 48 BB IS
Ko Hr g 92 fi, % 10 ], i 19 ~77 %,V
(51.4 £13.0) % ; IFH{E 4 A 25 5] (25% ) , JIF 6B
MR 15 B (15% ) , FFE BB AL 18 1] (18% ) , ¥
1M BHZS 7 34 51 (32% ) , & FHE AL 10 511 (10% ) -
JaAE:6 NH ~1 475 fil,1 ~3 427 fil, K4
LR R E RS EE L (P>0.05) .5
BEIEH X HRZL 30 44, ok U T A B £t e fA A &, o
B2 4,918 £, 4FE I 17 ~81 %, F14(49.2 =
20.3) %,

5 WEARIR KT

5.1 [y HBeAg #itJii 2 HBV DNA JE it kil
KT ELISA #7518 M & BF &8 3 i 3 i
HBeAg; SEI 2% % & i PCR B4 3% HBV DNA
FE L ALAR i DA-7600 , 3857 B P Ll K2k 2 3L A
AR (H1E%5:2012001) , & FBR 24 500 U/mL,

5.2 TN RE CD4 " CD8 " 41 Jifd £ it {E Al
T A A R Gz B AR ic i 4 £ E BD /A A 7
i (A5 :00920) . I Na,EDTA i 5k & Wi 5 4
JE K I 4 mL, A7, Hod 2 mL ol 5 Bk A
2 mUAF AR, F BD 27 % AT 40
WA AS (FACS % A i A Gn R B e R4 i
CD4-FITC/CDS-PE/CD3-PE-Cys 2 pL. 7E I ik %
BHmA 25 pL 2, =% 15T, #OLHEE 30 min,
FAEHIA 500 pL H MR, IR IR AT, & iDL H I
15 min, HE A 2 mL PBS YL, & 1R 5,
1 500 r/min, &.0> 5 min, 7 B3, HE 1 K, &HEH
JIA 500 mL PBS VLK, IRz iR~ , MOLHE ,2 h N
SE R LRSI

5.3 HLA-DR13 Jt[H & &  SLRf 280t &
PCR 77 . #4% T %0 Be CDS IR i 4~51
Y. b . 5'-CCTGGACAGATACTTCCATAACCA-
3'; Fi#:3'-TCGTCTTCCAGGATGTCCTTCT-3', ¥~
#4135 bp B, AL, DT B S E IS F
PMD20/DR13 #2# 10* ~10” copies/mL #i B4k
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B, IR TR B AR TR A T S ol s ARG I,
4495 CA 30 5,95 € 55,60 CiBA 30 s,
PEER 30 VK, il 1 b o il 2 K 45 v = 0 2 A AR
HLA-DR13 J:H &,

5.4 S PCR §1 BCP %748 4R
BCP17621764 225 fii s i3t 3 A~ 51 4. b iE:5'-
AATGGTCTTTGTACTAGGAG-3" il 5'-AAAGATC
TTTGTACTAGGAG-3'; Fiif: 5'-ATGTTCCGGAGA
CTCTAAG-3', ¥ 141 312 bp 1 H B, 2% Bt IE w5t
J EEL R 0 P

6 Siitepdrik RA SPSS 17.0 Siit# i ik
7900 THEERILL X £5 FR, 4LIA] UASR 7 2247
B, 119G L A LSD B, A DG M 73 R R Ze bk
FEIIE, P <0.05 NERAG 5 L,

# R

1 &% HBV-DNA & & & HBeAg & 4%

W (32 1)  HBV-DNA & i 45 58 LU A > JiF
ISR 75 > 5% I BEL 265 3IE 78 > AL BH R 7Y > B R
AL A M ERH LG T L (P =0.918);
HBeAg FHPER 4 41 1] b, ARG %4 i) HBeAg FH
PERE T 5 HA AR (P <0.05) , B JH-AR MG i 7 >
JFEF BF A 28 > 5 o BH 2% 78 > JHF IR SR > 9 R
AL

F1 £&iF% HBV-DNA E& K&

HBeAg PR (X £s)
JIRIER TS 7% 25 2.13+2.70 12*
JHAR G iz 78 15 2.03 +2.66 33
JHF B B i A 18 1.64 +2.78 17*
% 11 BHL 2% 74 34 1.72 £2.46 15*
JIGLEF H i 78 10 1.70 +1.95 0"

TE SRR IR L AL, * P <0.05

2 RUEM T AR RAE LA (R 2)  HIEEX
WA 8, 9B P e % CD3 " .CD3 " CD4 * )2 CD3*
CD4 "/CD3 " CD8 " LB A Wk (K (P <0.05) , iF I
#H CD3 " CD4*/CD3* CD8" [t 7R F& A% (P <
0.05) , M HoAh A& TE AU 5 15 5 % B4 bR, 252 S R4
AP >0.05)  FUERZ (A 22 R IR LS T2 &
X(P>0.05),

3 #UFA HLA-DR13 JER{E K BCP H4r R AL
(£3) &IF% HLA-DR13 K223k LIRS i FHEZ&IF >
U BHRE Y > JHFAHE AT > B R 7Y > ARG R 7
SR 0 R LR, JHEAR AL 1 284 A JH B B R 7Y HLA-
DR13 {HIAREAIG, 2257 A Giit2# = (P <0.05) , HAth 41
HIEF A L, Z 58514 X (P >0.05);
BCP 2845 AT B BF R R PR (11 % ) B g 8 T ol s
TR, 2R A 525 L (P <0.05) , T Hifth 4% 2H 2 8]
g, 225 gt E X (P >0.05)

#3 KiF% HLA-DR13 EH# M

BCP H/r& i (xts)

. . HLA-DR13 BCP /&
LS s (logsoIU/ML) (%)
NRGRopi 30 2.30 +1.81 —
JHFAENE B 7 25 2.11 +1.61 40
JHFAI G i 784 15 1.70 +1.88 " 0%

JHF 55 19 i 74 18 1.80+1.95" 11

5% 11 JH 265 4 34 2.17 +1.71 34

JI9 B 78 10 2.13+1.91 02

0 S IEE X BRA L4, * P <0.05; 58T B I LLE:, P <0. 05

Wit

T EEAIA N SR 5 9 5 J R AR BE 7R 2 AR, IE R
A RIE LTI 5 M AL B AL D TR B TE S B
PR i S D RE 22 6] A7 8 DDA I AR, IE AN 2 B0
PEDIREEEEL S o T IR EL A0 A I 45 SR 2 I
WRHLIA G K 1 20hR i (CD3 " URE T 4
CD4 " #ifitd = ZALFE BN E T 4/ (TH) , EREfEE B
AN ARMORE T A ( CTL) B oAt S 4 e péy 1 EL A

£2 KiFRCD3*.CD3"CD4".CD3*CD8" )2 CD3"CD4 */CD3"CD8 "fH i (xzs)
UE R %k CD3" (%) CD3*CD4* (%) CD3*CD8* (%) CD3*CD4*/CD3*CD8*
%t 8 30 63.17 £12.79 36.29 £9.74 23.79 +8.63 1.78 +1.09
SR AR 25 59.90 +14.34 29.90 +7.78 27.60 £10.09 1.22 £0.67"
JHRR AR ke 24 15 62.09 +8.08 32.70 +5.56 24.59 +6.90 1.50 +0.67
JH 19 i 28 18 58.20 +7.68 33.98 +6.61 21.83 +4.61 1.60 +0.50
PR L BF 245 25 34 60.25 +9.21 32.36 £6.73 24.26 +£9.69 1.80 +0.95
IR B i 28 10 50.09+18.16 " 24.91+11.85" 23.45+15.56 1.39 +0.75"

e HIEH XA E, " P <0.05
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s34k, CD4 4l B %y 15 5 Uifig, CD8 A Mifif A7
TR TR, WA L RZ A AH ELVE A, AT AP L
RS . AR St (human leukocyte
antigen, HLA ) J& i —41 B A7 & 2 8 M ALE A Y
7 110 32 PR AR J 1 N2 R B UM B R A A, o
RS N AR S i 8 I 25 R R A 5 2 SRk 22 7
) FEEN RS, AR, HLA-DR13 Xf T &5
I 9IRGB T BRI T A A BRI ERL L HLA 5 T
LA Sk R A R T A R R MR P R > AT
(%5 HBV #5549 .HBV-DNA K BCP %) J& 2, BT
RAGHEAL ISR . PR S ANRAR EAE A, BAS IR A 4,
AL RERRD 5O RS G F: /e B/ e o =7 N [ ]
KIEAEEIA

CHB 7E- 1B Bt 22 3 31 Ry 188 P 2 245 sl T 1S 14t
UE, PR EE v 5, (EL Rl 5 5 1 1 S0 2 22 IR ) A 45 52
o4, (51 A0 4 TN EE, 34 AR 78 DA I RHL2 K AL BH
ke ABESE b, 9 2 K 2 J7 1, HBV-DNA & & J¢
HBeAg FHVERE LU AR I R 11k 70 JIH 92 P IE A o5
GHPR S WFT L A 25 5 (HBV-DNA 25 5L
DA BELFD 55 BH M A e v ), s O 2 1Y &2 S
AL T HEABEBRAPIR A, i H4x 3 1A HBV-DNA &
G, H HBeAg P FAIK , 22 B g 52 40 TR 52 il
B I RS X 5 B TS BB 4 AR R
ATHAE R BRI LY B 9 i R A I
BHZK% Y HBsAg V-4 15 B I /2 A HAL ki 284 L
FH EE R, BB B R B Y HBeAg (8 I &k v T HoAth fiF AY
TR 5 16 1 & R 2] T DL E N £ 1Y J5 1, HBV-
DNA 5 il 22 T B %, R i, A 55 v] LK HBV-
DNA ,HBeAg 1E R 2RI R 3 34 B AR A9 ki
R HHEN — N EE S %R, BCP AR
JFE B IR B i s ( DR13 6 IR 6 3A B iR T HIE
AR I BH 28 UE R 22, RIS AL R L P R e {1, =
HIE, Z A5 2#E X (P <0.05) , &/~ DR13
IR TR C XA TR CHB & AT ¥R
7, ARG R N E— 2PN . R B AE I,
6Lk CD3*.CD3" CD4",CD3" CD8" } CD4"/
CD8 " [WEXK A , T uE ALy CD3 ™ {H K, Rtk & 41
L EEARAR, 37 12 1 2 B R 9 3 IR L B A7 AE A )
TREE R s ShBEMR R ,CD4 " .CD8 " }% CD4 */CD8 *
FUAEL DARE G BH 2 SRR RROA eI, 5 A 4 L3, 22
SAEGHE X (P <0.05) , BIIESN & 1Y REIE 8 %
FIRE 2B N S BE I REAR T sk %k %" . HLA-DR13 ¢
D6 A RN AR L Irif i il HLA-DR13 251 5 1E

WO BEZH HES A i ARG , T LA A e A0 I O A
AR, 5 IEF XA A, 2R A it (P <
0.05) . FFARMEHE AR I IE A 2, SR AR
A B PI T BE 8 B S D BE -5 g AL T 1E AR AH 32 19
B, AT RERLIHA 7 I %0 LB T RIS B i JEF
BFJRE 0% L REL 285 K% I H R SIE R A 1 32 A B S e 2
RERLAR T AR I B B, BEA T XM AR — 2k, T LA
i PRYA YT L 10 75 B UE 5 SO AR UE AR 45 4, 7870 A1 A
BUAR A0 T B, nl o AR R e 2

2 £ x #t

[1] Guo X, Zhang Y, Li J, et al. Strong influence of
human leukocyte antigen (HLA )-DP gene vari-
ants on development of persistent chronic hepati-
tis B virus carriers in the Han Chinese population
[J]. Hepatology, 2011, 53(2) : 422 -428.

(2] BF KK, et ARAdmbtEE &k HBV
YL ASCHER T kSR [ ). EBr a4k, 2013,
4(20):93 -96.

[3] Z/INJF. LB 7EAT C X & BCP X AR 57 5jifi IR %
FRWWEFE[D]. #FH . pAER=, 2010.

(4] HhRBEASIor o SR o o A8V SRR
Bitadem [J]. AT IR 4% 2, 2005, 13(12):
881 -891.

(5] BRvfeEgm. stk F R P EpHIM]L 6 ARTE
A=A, 1993 124 —127.

[6] 4R, dBEA XA MR [J ] PepirhEE,
1986, 2(1): 40.

[7] Kummee P, Tangkjvanich P, Poovorawan Y, et
al. Association of HLA-DRB1 * 13 and TNF-a gene
polymorphisms with clearance of chronic hepati-
tis B infection and risk of hepatocellular carcino-
ma in Thai population[J]. Viral Hepatitis, 2007,
14(12): 841 -848.

[8] bz, i H SR o B L0 Pk B T 4% R 3 il v
IFN-y I HBV DNA JK-FAE46 [ J ] 92 HTFBEw: 24 7,
2013, 16(3) : 265 -266.

(9] TFM.HEH, £ic, 5. 18 M BEIER 5 1L e 55
WA AR RS [J]. PSS g ek,
2005, 15: 504 -505.

(10 Anfls, ) D, 5. 18 L R 98 58 8 HIE 43 L 5 52
B RrHE PRI AH S PERI T X 2 TC R IB 2 Wy BRI 2T
[J]. YRS A IPRZ%E 1997 ,7 (4) : 204 -207.

(117 XK. 181 270 JF 4% vl B I A 43 A0 5 s SR G R Y
W[ D). Pa/REE: BIRILPEEZ RS, 2009.

(12} 8, E90EE, QTR 18 R 40T C X BRI
A R AR M 40t B H i BEIE B S R LY.
[ oy R 4 sk, 2004, 11(6) : 336 —338.

(#f5:2013 -10 -20 f&[H1:2014 -07 -26)



