R E T A feE 1002 SRR 1A 1

o s BRI

{21k LRI 58 b R PR IE S AR v T
— fE A A4 HBV E . HBVDNA Y &
HEAELEER X RBT R

VL B R X R AR A I 50 B GRL AR 3100030

AW FRK KR OF ORE4E

&% RHR BFEzZ

b A

4 d* T3
e AR

SR
B o 4

NERBE SR> TLHFPAEA84FEL, I MERLEMHR FTEH LS &
BT, RAMEANGAFS RN EEMIFR CPH £ 5 01.6%, Hampme s
CPH# &% 469.2%; fiHBeAgd (X)HBVDNAfM & 61.5%, ey HBsAg fapk 43
69.2%, L ZRPBAE L 44.4%, HBVDNA M g% 33.3%. HEMEDIEAEFSB K

AR (CAHD B 5 76.5%, s E CAH #FE £ & 88.5%:

& F HBeAp fo ()

HBVDNAfo s S HBsAgfa e £39 % 80.8%, EHF N RN EME BH 85.7%, - THAKR E
F(P<0.05); A HBcAg fa 2 %348%, AT RE M4 55.6%, HBVDNA fals F
63.2%, AT HABHREN (P0.05), AR RACAHF T HFELE & 750 2, R E

#¥, HBVE $E 4 5 AR L X A0,

XiE BUHURFE #HEsY LENLHELOHRE LEAFIHERSR

R OCERFEBEREBBEE

AT 5 B0 50 Tt Wy 20 A e 2 2 S M
W B 131 SIS HE 2,704 M5 v B HHE 5
B, H§7ER 5 HE RS R UBY 45
HBVDNA W R AKX R, WET T,

ERSAE

—. P, 19874 5 H~19894E10H
PR ERMTERERBRIANT £ 132
W, He, 5116580, d&r16 fl. 4E 20 FULT
6, 20~300 30 ~40% £ 435, 40*~50
&30, S0 Lo, W& 1EBRT
i, 1~54 10048, 58024 8, 285K
P IR F R 2 Wy 39T 1984 AR E T 2 IR
B AT 20 S AR ED, ORISR 20T b
WRIEEEF £ (CPH)Y 74 8], 185G BT

L#LEBREHE - ER. 2. T HRERRS
BEBTfF R AR o RO ERE AR
« FERBWILE LETTFERESTD

#¢ (CAHD) 49 1, R ESC 8 #,

Z, BEVILSBRIHEE. BEFREH
HUERMBENE, BRSIERGEHFEN, £
28,1 i DR 32 B B e 5 OB 0 A 0 BEIE R E,
B R EIRE Z R 4o = MO~
CLYFFHRG B R, AR BRBEZE 1, ¥,
AR, KEJEE, KUK, 558, Wik
HEN OGP F, miF 8. kAL H
A/OOMBBHERE T R EE, &
HE 74 1, Hos CPHE 70 ] (94.6%),CAH &
4 f5.4%0. (2X>HEHEM. RAUBHRBZE
71, 4, B A, B, FRL#, DT H
W, BT, VEEDS, KA.
SGPTH &, A/GIGIRH, ZnTTH &, &
iF49%, H & CAHE 37 M(75.5%>, CAH+
ESC# 8 #¢16.3%), CPH & 4 ] (8.2%),
C3 )5 MR, FP 0w K N, A i,
WK, MK, FREL, REFRA B



W, AR EE, A/CGHERER, WHMHRE
HWA B, AuEs M. HpCAHLESCE S
B1(75.0%>, CAH# CPHEX 1 fl.

=, #%BEHFE, (1OHBV iEEmE, @
#HBsAg, $HBs, #i-11Bc HBeAg i-HBef
FI & A2 B 4 35 3 (SPRIAY {52, 25 200 1]+
W ] for # Al LT A E-HBVDNA
WA A M HBVDNA, Z& i 4k
Iﬁ ER R mB R i, LS vk

e B A Y. (2OFEBisN. RH
P R E A RS, R AR
(0% PR R DA E, Y FHHEL®, &%
— B — AR T RN A4 4
FIET AR FH#H, (3) FF 4 4 HBV )% &
(HBsAg, HBeAg) SEfir. R HABCHE:, #fbi-
HBsHil4 $ii-HBc% J+%& DAKO 7= 5, ABC %
FHEENZORX AP 5, £ REMBIgCHEHE
Sigma/y ®] FE &), R /ERE R S A T B,
CLORFE A HBVDNA £ . R K K fir e
. AP ROBVDNARG W B/ B L%
R E, RAZEBRLARZEER T,
YE PR R - 35 R BrigatiF Y2 wg i
BH. (SOEHFEAM, KA NEEHEER
o

5 R

—. f?E%iﬁﬁi-fﬂ-’%iﬁiﬁﬂﬂvﬁﬁﬁﬁﬂ
F & Wb piHBe ¥ FHE, H p3i-HBs {14
H3MC.3%), Hi-HBefH{EFE 12 #09.2%) -

R REABSNBRHBVEHRERHXE

M HBsAg(+)

HBeAg(¢-+y HEVONA (-4

T A
¥ M % #l % %
THRimEE 74 64 86.5 41 56,4 45 60.8
FEREE <8 48 07.9% 36 73.4%*° 39 70 6%
SHmeE B 5 825 2 25.0 2 25,0
. HERERAAHnSEEE  P<0 01,
L PO, 05

T ARG RSN EAs . A 44
WA ST B, b AR AR R 1 1 34,

TR 2em, MRS 5, FRBEE
BRI A L £ CPHE 9 fi] 68.2%).
RCAHM L E 4 1 (30.8%): IFEMHERGL
CAHE 25 M (88.5%), CPH # 2 #(7.7%),
CAH - ESC# 118 (3.8%): TSR &
CAH4-ESC3 3 @, HLATRE4L (LC) fICPHAS {1,
H5 1,

= PHEAM ST AMmIBVILET & 5
S5 (1O B4R 41 HBsAg ,u:{_w A4 1) 5
g2 HDB=Ag JT) 4 R 1 2K 25 77.89% (34/ 44
{mqrﬁﬁﬂﬂ.ﬂﬂmﬂmrﬁﬁ?ﬁﬁﬁﬁ%ﬁ: viniihe n
FEERMEE F. HB:AgE R EMEERE
128, SEHMEMA 35.3%. BLIRIE A F 2o
B, SEHMEREMAY 64.7%. FFERIEE MATH S
HBsAg BH H: £ 4 Z69.297¢9/134D, Hh %
BONBLIABT, NEAMEBAIRY a5.000; RIB R ¢
B, BV RA 44.4% ., HEBHERFag
HBsAg TR R 28 80.8%, oS % % 8
B, HPHMEHEMEY 85.7%: ARAERT 3 H,
SR HEH HBsAg (M4 H%480.0%, 2
FELMER. HBsAg RRE RSB E, FFEEH
AR B T RE P05, (DOF
HA Py HBeAg w07 44 14 BIFFR AR D
HBeAgfHWE R R K 27.3%, PRV ik et
i, T4, BERA, HBeAg B & B
REFTH, S HER O HB588%. iR
R4 B Sr 4 FRRSE D, THEEAS M, R
5L TR 41270, BRI g A E
TA—, B, S8 S, TS
AP 4iHBeAgiy 1 MFHME, BRE¥ER. IFEHEE
R HBeAg [ o B, HAr 3 M5 M, 34
. 4r B PR M B ) A 55.6% N 44.4%, K

i 0. ¢ B HBeAg TH{% 2 #l, BRFEREZ t

. HBsAg 2 i8R, HBeAgR R R# £ R
#5208 B E A W APk, TOHBsAg B4 i1k
#, HBcAg 5B T 5 I 0. T 46 5t M As 4 4% 5L 40
St ¢ A 0 4 i Ay

U, BTSSR 5 AF 4 HHBVDNA 7,
HFE R 0 a4 BFRER AT 30 i FFRR AR T
HBVDNA, Zy&HHME 160 (53.3% HrhiEHR



REEE TR O i, BRME 3 M VB AR A
19 @, FHY: 12 f) SCEEmMAsRIE R 2 B, B
Y1 @I, BPAs HBVDNA BHE 28, HFE B
B 43 75 T PR MR B2 7 (P<C0.05), HBVDNA
B AR @B PIR, B AREBA, 5
AV AT, SEEEBRS T, MERBER
LEEBAIR,
H#®

—, BEAMEEEARELRR. A4l
B Z BT e 4 R BFAR IR AB . T B R
TSR ~2 b 48 N B i & B R R
Mg RARm AR ERRIEZ -, BB
TR g8 0 B T8 51 7R, M ol 190 AR AR B R
RA ] H— A HER, FERRRE &, -tk

AR R, E98E2M, mRERN

E, WHRRERIERN, 69.2%% &5CPHE

Higlhr. L2, WK A CPH ok Ll AT
fRREsE £, ATHHER. AN BH
B, WEREE, HhBRERFEE, &7
WARE, EBRE, GREALAEERHA,
ERBRL CAHE K28, HABWEHHR,
£ 5 CAHA L, B2, WIS b CAHE &,
BENTEHBA., SHWDEA, B&RWpig
BRIk B, ARFWEBR M — R, ERO K
Hmd. HRBRBCAH +ESC # 575.0%,
M R RCAH + ESCHILC & ZHIR L5 KL
& B0.0%>, L BB, HEBE LB
BRSSP E S ET b
RO e A3 DR tH e, HEEEMNER S
PRER S RESUAZHE, BESFR-F
B %K.

— BUEABILHBVE X R, MRS
#. A % jHBsAg., HBeAg#HBVDNA B
5 MK B BB B (P<0.05~0.00) . T4
SHBs AgBHPL 33k 69.2%, HfE 4@ FKiH
¢, HBYDNARIYRISS 33,39, Il b4 i
#% HBeAg#f (B HBVDNA PR % 5561.5%,
RAFHBESR HBY & 3 HRE. £45

113-

PIF4H4 HBsAg @M A& H, R F 4B N
HBVDNAARE vf 88 S-SR A, S JiF 40 iy 8 i ¥
AHBcAghyFik, RF4iie 2 A4 ki Ee,
PR AR 2, R R A, 8 W
HBsAg, HBeAg#IHBVDNAPR #: 2 MiH B
FRFRR IR B A0 A E g (P <0.06~0.01> . Ji
#Hyl HBsAg i , YL RL £ %,
HBcAg BHM- H P A B W £ 0, H 4 4
HBVDNABH #: %y th #5£63.2%; (3] 358 W i 3%
HBeAg# () HBVDNA i # % %80.8%, i
AR E HBY S HERN. HFHER A
. BB# HBcAg fM4p@a, TEW HBsAg, &
SR YN A pUE#EIN, ¥ 82 R HBcAg
EXRELE, PHMREARIRY, RHmE
AERFRETR R A, W R ERE, |
o i wE A, BN fe o HBeAg # (B0
HBVDNA FAfE¥E % 60.0%, (HIF 4 S HBsAg il
MENNEBRAR, HBeAp BRBEN 1 #,
AR EIHBY 8 #4882 1§ R K. 88
WHATHBY B Si#it, &3 00 % s HBV ) & 1
% e R A

REEWIRAR, WMWRIEH T REBVEH,
AR — R 3% 2L I RAT S B R R, i
AN {e e, UBY & M4 Fisahikd
.z, WwWakE, WhIKNpEA iz, HBY
B & &b T 58 B i Bh B A AR B OIR

8 *F X B

L EEr R g £, DEARTSE E 1085 24081 152,

ZpER, HES, BOK XN ARIEHRAKE 1984,
338,

3.HLE. EWMEEFHEX, B EEhESREE R

WA R E2{E By BN, 198711256,
1B, %, ABCHPAPRM SRR RLE, bR
%k 1985; 141149,

(h s ' . - -
.Brigati DJ,et al Detection of viral ggnomes in cultu-

rad cells and paraffin-embedded tigsue sections using
biotia-labeled hj‘hridizaﬁﬂn orobes, Virology 1983;
126:32.

o IREEF. LA RN BCEE . BER . BB 1987
8194,

T.HEHERE. 45, BBsAgHHBoArBES MM B X BRSIEY
BRI ERER, TENRME 1990 290102,



l;lﬂnl Integr Med 312{1),1952 : s 3 .

Abstracts of Original Articles
Study on the Relationship Between TCM Differentiaiion of Syndromes and HBY Antigen,
HBV DNA in Serum and Liver Tissues and Pathological Changes in Chronie Hepatitis 1B
Liu Ke-zhou(3% M), et al
Tustitiute of Infections Diseases, Zhejiang Medical University, Hangzhou (310003)

TCM differentiation of syndrome in 131 cases of chronic hepatitis B has been studied with
~ molecnlar-hiological and immuno-histological techniques. The results showed that 94.69 cases of
Gan-Yu Pi-Xu(BF4RR8E, stagnancy in the liver leading to diminished function of the spieen} type
belonged to chronic persistent hepatitis (CPH), whose coincidence rate of pathology of the liver
hiopsies with CPH was 69.2%; the positive rate of HBeAg and/or HBV DNA in sera was 61 5%, and
the positive rates of HBsAg and HBV DNA in liver tissues were 69.2% (of which 44.49% appeared
diffuse pattern morphotogically) and 33.3% respectively. 75.5% cases of Gan-Shen Yin-Xu{ I &AL,
deficiency of Yin of the liver and kidney) type belanged to chronic active hepatitis (CAT) and 88.5%
of the cases were pathologically described as CAH, the positive rates of HBeAg and/or HBV DNA
in serum and HBsAg in liver fissues were all 80.82;, among which the diffuse pattern of HBsAg
accounted for 85.7%, which was higher than that in Gan-Yu Pi-Xu type (P <0.05), the positive.rates
of HBcAg and HBV DNA in liver tissues were 34,69%: (0f which 55.69; appeared cytoplasmic:pattern)
and 63.29% respectively, which was higher than that in Gan-Yu Pi-Xu type (7 < 0:05). 73:0% cases-of
Qi-Zhi Xue-Yu(S{%m#s, stagnation of vital energy and stasis of blood) type belonged to<CAH wrth
early state cirrhosis, its péthﬂiugical changes in liver tissues were obvious, replicationdevelsofHBV
corresponded to the cases of Gan-Yu-Pi-Xu type. |
Key Words  chronic hepatitis'B, hepatitis B surface antigen, hepatitis B core antigen hepa®iiisi
virus, deoxyribonucleic acid, differentiation of syndromes of traditional Chinese medicine

{Original-article onspages1is

The Chai-acteristic_s of TCM Syndromes in Both Spontaneous-and Variant:Angina
—— An Anailysis of 21 Cases
He Xi-van({ffEiE), Ding Hul-ling(TH14), LowBin{d #)
Dept. of Internal Medicine, Hangsu Provincial Institute of TCM and CMM, Nanjing —{21003?)

An znalysis of TCM syndromes is reported in 21 cases with both spontaneous and varianf angina

as compared with 147 cases with effort angina. The results showed that 3 characteristic features
were present, which were as follows: the-Biao-Shi{¥£5€) syndrome of {fnld condensation was more
than that of the control group in ratio-of-42.869; ta 3.40%; the Ben-Xu (A& &) syndrome of Yang(#8)
deficiency was more and that of Qi {5) deficiency less than those in the control group, and they were
in ratio of 33.339 to 6.129 and 33.33% to 72.11% respectively. An absolute reduction of bloed supply
resulted from coronary spontancous spasm in-both spontaneous and variant angina causes severe
chest pain during attacks as'a cold condensation tvpe. Hyperfunction of parasympathetic nerves
onten occurring n coronary heart disease with Yang deficiency is liable to vasoconstriction of the
large coronary arteries leading to episodes of both spentaneous and variant angina. The presence of
less Qi deficiency type may be related to the less impairment of cardiac functien resulted from the
shiort course in these cases and only relatively mild-state -of -ansiliness, .even no marked lesion in



