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12 1 AR R RS PR A UM B B IE 2> B 5 MHC-DRBL *
S v 3 R AR SR MBI 5T

Tk B

HE BN .FITBUEHEEEBEA D ERIES MAC
DRBI « SR HEE AT HMXR. TE RARAHENR
RIS YMBERFE MEHBARBERANL
(CAA)Y B ZFixt FB 48 f) MHC-DRB1 » £ % fi 25 5 #1746 U A0
434 45 R B R 4R B # MHC-DRB1 = 0301 ERAXAE
BFEEEA BAXREEE BF K P<0.01). MHC
DRB1 * & & H K N5 CAA FHABEMRK. it .MHC-
DRBI1 * 0301 £ EAHER CAA FHERMW R RER KA E
AEERE CAA WS BRERRE—BY RUKMBENELEA
755 L BRI TE . MHC 5 CAA MR RAREEZ
A —ERHERR T -EBE LB PEARYBER
fEF0 CAA FEPHER FIE.

TEE M. EAEREEE/E BHEAR Rn.FERS
/B EF

KEGENERA BHEFEBERERM
(Chronic Aplastic Anemia, & # CAA) & & FA & #1 &
RE B Sk S R R I RO IE L T A R U A BT
) . T P B R B R T AR S R A T R AR
£HYME, MHC BEZAMRE L& —F iR
PR EESHIEFAMMARBRE RREE S
25 UREERERSERANELRMRERED,
Rk i MHC 3R B AT B i E CAA W HER
R RA R IE . © X7 MHC & & &+ ,MHC-
DRB1 *+ ZAMEAE R VKN HAEER
WVER . R Tt CAA fEHiE 5 MHC-DRBI * %
R 2 A2 B R, RATH AR A Be5E R/
¥ 545 5 M 51 4 i B AR J7 1k (PCR-SSP) , X 1 B B &Y
#1115 FH g F 9 CAA B %h MHC-DRBI » %N £ &%
AT U R4, 0 CAA Myrh R FHE R At K 7 |
WS EKE. ERRGERRENT.

1 #REHFE

1.1 —fgver . CAA 2340 59 fl, 5B 30 1, & 29
Bl M 10~58 & P RIER 31 S P EHAERE
314 F A EEE 28 6. A BRENREREILT

EEWE . BREIEHFETHEHE (10811157

1 BRIIHEGREHBE —ERLBA,MRERTZANKM
FRE 26 5 (150040)

2 BETHAEHRETHEFE

Wk B 8. 2003—07—15; 48 Bl H . 2003—09—03

#E R

L1

EAk2WES —ERMBA, KX 1998 11 A ~
2000 4E 10 A #AE 112 MIEBE K CAA BH . f2RREX
4 30 B, B 16 B, 14 41, F0 1 4% 56 F& 9 £ SRR 1M
B AR 15~60 %, AR R 30 . LR SEFE
Xt B A R HIIE.

1.2 LW R EPHES B A CAA WS Wi HERF
& 1987 454 PUE 4 F A S R M A S 3R IT
KL BRI CAA LRAEHAE RS HESRAE
hEPHEESHRSMBELBTARSFEZ AR K
2R EER S BRI .

B CAA S %I BRATR FRAES, BRI £ &
HHNEBBRE,F R OR BT DR R AR BE
W IR B B L . KERIUA L.
RIR.EZ8 ER, FRRRDRMO. ERIARDE,
BRANEAn% . BB T ERICNERR R BREBY
5TRE R, S KEER N KEEE.
ST EMERE. TR A, BRCE %R K ST
BXA,

1.3 SCH ek bR DNA B4, PCR-SSP 7347, ¥
18 7 M BRI L A3 T A& Rk R B, 3T R L R R

1.4 SGiit2ab. FRNUEERBYBEEITRE, M
Xt faf B (RR) FIEEE R (GF) HikA xAX#T
HE.

2 48

2.1 #R%E DNA PCR-SSP 43 B4 . brdE DNA 735
% A DR7. DR9, DR15 %1 DR16 # H #7159
IR, ML T IE RO AR Y H A . PCR-SSP 7 Bl
ZEBAARN 100%, RUFEERE K BMY HE K
.

2.2 CAA " '5 B g B 70 5 fA & U & & MHC-DRBI
» 3B PCR-SSP &l 45 2%

2.2.1 MHC-DRB1 » &% % {1 % H 7 % B B CAA
B AR B4 F 4 R 1~ MHC-DRBI *
e EER LS CAA BRERME.

2.2.2 MHC-DRB1 * & % fi 8 F 75 % [ B CAA
BEMEREN BAERND AL 2 R, MHC-DRBL »
0301 BEEFRPAE S FREMNEA, HHERTEFR
% (P<0.01) .3 7AMHC-DRB1 » 0301 % B o] # &2



FEZE 2000 4E 6 AFE 5 EE6 M

# 1 MHC-DRB1 » £%5 N EKEAEEHE CAA

BEMERTEATNIA
MHC-DRBI = BUEY REMEE o p
BAEE (31 (30 f)

MHC-DRBI1 *

MHC-DRBI * 0103 3 2 1.0769  >0.05
MHC-DRBI * 0301 3 2 1.50 >0.05
MHC-DRBI * 04 3 3 0.9643  >0.05
MHC-DRB1 * 07 2 2 0.9665  >0.05
MHC-DRB1 = 08 1 1 0.9667  >0.05
MHC-DRB1 * 09 ] 4 0.9630  >0.05
MHC-DRB1 ~ 11 3 2 1.50 >0. 05
MHC-DRB1 * 12 2 3 0.6207  >>0.05
MHC-DRBI = 13A 1 0 — >0. 05
MHC-DREB1 * 11A 0 5 — >0.05
MHC-DRB1 * 13 4 1 0.7407  >>0.05
MHC-DRBI * 16 1 1 0.9667  >>0.05

# 2 MHC-DRBl » 8 ZNEEAEFHER CAA

BEMEREADRDAH
MHC-DRB1 # B BE R f B AT B2 RR P
EER (28 ) (30 #)

MHC-DRBI

MHC-DRB1 * 0103 2 2 1.0769  >0.05
MHC-DRBI1 * 0301 10 2 7.7778  <<0.01
MHC-DRBI1 * 04 2 3 0.6923  >0.05
MHC-DRBI * 07 1 2 0.5185  >0.05
MHC-DRBI * 08 0 1 1.0741  >0.05
MHC-DRBI1 * 09 2 4 0.50 >0. 05
MHC-DRBI1 * 11 1 2 0.5185  >>0.05
MHC-DRB1 * 12 2 3 0.6123  >0.05
MHC-DRB1 » 13A 0 0 — >0.05
MHC-DRB1 » 14A 0 0 — >0.05
MHC-DRB1 * 15 2 5 0.3846  >0.05
MHC-DRBI » 16 1 1 1.0741  >0.05

CAA BREXM S BRERE, o] 82 CAA B BERH
4 B SH—WR Y 22 U 2 T B I 0 R 4 B a1
SHRHBOFEZE. H i MHC-DRBI « £ 5 5 H K LY
CAA BRI,
3 itig

R A B R RS, AR R G
Hit b EREHEMTRERRT RELZQ RS
R LIS LB S 4R B AR R SRR TS
BEHRRBEERTEE SEMBORE T 5B R
B 72 A 5 2 2 0 BB 11 B B A 0 L S B B IR
BAEMERHR I REE, BRI TR B R
B SRR, T4 p AR MR E R MR
EREHERER, N ANREMREETTY
BEAE KEREOER SR T F RS
J M T E AR IR S R R A . KAk
REZRERREN. 5 DNA ZHAE X, %F DNA
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MM EEEURE, FUERRER - BEAES W
T AEMMEEE., BETERRSEE R KA.
BE EREMMEL FUELRHRERT . MZAR
[ {4 B X 4 ok 30 3% 49 iz B A R 6T 1 4 50 i 1)
HEAEAE, B LB EREZXMNZH. G Ei
Big Y ERBEREREFEER L.

FEINR . CAA B B35 "k, A ZFHE TR,
BEFRUBRSH . SMBARARENEERILNEH
BHERHREEREER. 3t CAA BEXRIE . BHF—
EKREHTAERERAR,, TREEINAFIER. B
MREREE S EEEHE - FRE . B B4
BHESGEZFRAEE . BE THER CAA RH X
SREY IR, H AR RATHE A B E RN M R AE R R
REZW T YR M EIEEE CAA 4K 'F &

R RER, AR BRLSSR R T,CAA 1 I

BAE BRI ImRRIR . KRB TR ETEEE
AHEIAR . Bk CAA BLR W RAE R FRAE ST , 15 FHRE 19
WERERATENERA B EEKL . BEFHE. T
BHEAR HHRBE. INKERE. RKE HFMHE
BE.EREQ.BKBES. MBHEHMERERAEE
HEBRRKZEEDE KB LE. B FEE. Bit. &
FEPIALE KRR KRR @S OREF. 7O
R BRET EBRER BARNE NEREDH
aOB BAEE. KEK. BAi%EIAN,.CAA BHE
HRERR. BRI ARE T MEAERRERE, B
EEE. MARMMEEREHRZ RS BEMBUS ER
KEEFRABERRFTREDN.

MHC BREEHMET LW —MIERICRLE,
AZ# MHC 5 3 X, B4 X 8 HLA £ F 4 31K K
HLA- 1 .HLA-T 1 HLA-T (% W, R KB
MHC @ F I K& A, XK E N 1000~1 200kb, 15
DR.DP.DQ i s . MHC R FH B 2 6, B H
MESAEERR™ . BiEst HLA-DR2 5%/ A%
SRR RRBERA X . EHREN, BAERBERN
B HLA-DR2 WU EHBE TE® AR, B
HLA-DR2 5 4 B4 4 & Y048 %, i H HLA-
DR2 PH ¥ 5B & Xt G B M) (997 30475 . Nakao %I
ML CAFMMEXEN THEARFTEARSH
A B AR R AR I 5 R AR K .

EHEREPHEBESER AL ESFME
B B 7= ) ST R L R T AT 38 A% R S B X R 1Y B R
HHEEFE. —MANREYEGERRE T 1
AWEEEY, ERPOBEFERELE TR . RET FHR
AR R R P BRI AR A B 5 5 s R R
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RERGBREMBEA R TRAREREGAR . BEY
FROGERD BE— M A BRR S BTN EERE .
RMEBWHARELUEEL, MHC-1 K H K
MHC-DQBI1 * 5 CAA RIF KRB &AL, ik,
RINXERBT REBEXRMMTFIREFET DR
A F i (PCR-SSP) , Xf CAA & # MHC-DRBI * &%
BT M. &3 CAA 'F FH & &4 MHC-
DRBI * 0301 KR H B & FREBEX BH, WA £
SAH I B FHP<0.01), #/R MHC-DRBI * 0301
AR CAA BHERM G REHE, 3 07T 68
R CAA GBREARE A, RUZERAW RE
TA¥E BRFa B AE H AL A 77 7E . T MHC-DRBI1 = & % {3
HAENS CAA BHAERAME, XBEEE/R,MHC

H5CAAMERBRERAXRZEE —ENHNTERK

ROBETE— B E LR BP B KT AL R AP R
FHE X CAA FHEMF I,
EHEERERLBENZRIR S, LA
FA B 0 PR B 2 B (A B R L (B EA R SR, BE K
TR T ) I B 3 R A 4 38, TR T R BB X I B 4 AR R
FHMMHC il IER TR B EBERNRE,
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Clinical Study on Fucong Xiangye for Treatment of 72 Cases of
Vascular Dementia
Yu Shangzhen, Zheng Guoshen. Shi Qing. et al.
Objective: To study therapeutic effect and mechanisms of inha-
lation of drug-oxygen Fuchong Xiangye for treatment of vascular
dementia. Methods: 123 cases were randomly divided into treat-
ment group and control group by single-blind. Thertapeutic
effects, superoxide dismutase (SOD) activity in red cells, plasma
lipid peroxide, triglyceride, serum cholesterol and high density
lipid protein (HDL) levels, and electroencephalogram were
investigated before and after treatment. Results: The improveme-
nt of symptom scores and the above indexes after treatment in
the treatment group were more obvious than those in the control
group, with no reserve reaction in both groups. Conclusion: Inha-
lation of drug-oxygen Fuchong Xiangye has a better therapeutic
effect on vascular dementia. and the mechanism is related with
decrease of blood lipid, and increase of HDL and SOD.
Author’s address: Wuyi TCM Hospital, Jiangmen City,
Guangdong Province, Jiangmen 529031
Key Words: Dementia, vascular/TCM ther; @Fucong Xiangye
(Original article on page 424)

Effect of Yuzhang Decoction on In Vitro Proliferation of Bone
Marrow CD;, Cells in the Patient of Aplastic Anemia
Wang Shuqing, Zhao Diangang, Zhang Shengming, et al.
Objective: To observe effects of Yuzhang Decoction on in vitro
proliferation of bone marrow CD;, cells in the patient of aplastic
anemia (CAA) and its mechanism. Methods: To adopt monoclone
antibody-immune magnetic beads separation system (MACS) to
separate and purify CDs, cells in bone marrow of the patient of
CAA. and make cell culture, applying *H-TdR incorporation to
detect effect of Yuzhang Decoction on proliferation of CDy, cells
of bone marrow. Results: CD;, cells of bone marrow showed
concentration-dependent proliferation in the Yuzhang Decoction
group with significantly differences (P < 0. 05 or 0. 01).
Conclusion: Yuzhang Decoction can improve in vitro proliferation
of CDs, cells of bone marrow of the patient of CAA. Yuzhang
Decoction curing CAA is carried out possibly through promoting
proliferation of CDj, cells and inhibiting apoptosis of CDj, cells.
Author’s address: Affiliated Hospital of Weifang Medical
College. Shandong 261031
Key Words: Anemia, aplastic/TCM ther: Cell /drug action;
@ Yuzhang Decoction

(Original article on page 432)

Clinical Study on Method for Clearing Away Heat, Dredging
Collaterals and Removing Obstruction for 36 Cases of
Rheumatoid Arthritis at Active Stage

Liu Qingrian

Objective: To investigate therapeutic effect and adverse reaction
of Tongguan Xuanbi Decoction for rheumatoid arthiritis (RA) at
active stage. Methods: The patients of RA were randomly
divided into treatment group (n = 36) treated by Tongguan
Xuanbi Decocion, and control group (n= 33) treated by Zheng
Qing Feng Tong Tallets. and their therapeutic effects, and
related indexes were investigated. Results: Therapeutic effect and
improvement for duration of morning rigidity, arthralgia index.
arthroncus index. ASO. CRP and ESR in the treatment group
were superior to those in the control group (P<C0. 05). but there
was no significant difference between groups in improvement of
grip strength of both hands and joint tenderness index.
Conclusion: Tongguan Xuanbi Decoction has functions of
removing heat and intoxic substances, dispelling wind and
removing dampness, activating blood circulation and dredging
collaterals. subduing swelling and stopping pain. and it has a
definite improving effect on joint functions at active stage.
Author’s address: Pinghu City TCM Hospital, Zhejiang Province
314200

Key Words: Arthritis, rheumatoid/TCM ther; @method for
clearing away heat, dredging collaterals and removing obstruction

(Original article on page 437)

Study on Correlativity of TCM Syndrome Types of Chronic
Aplastic Anemia with MHC-DRB1 » Allelic Genes
Sun Weizheng, Yang Dongguang, Gang Honglin
Objective: To approach to relation of TCM syndrome different-
iation of chronic aplastic anemia (CAA) with polymorphism of
MHC-DRB1 * allelic genes. Methods: MHC-DRB1 * allelic
genes in patients of CAA and healthy control group were
detected and analyzed by PCR/sequence-specific primer
technique. Results: MHC-DRB1 * 0301 gene frequency in the
patient of kidney-Yang deficiency was significantly higher than
that in the healthy control group (P <C0. 01). MHC-DRB1 *
allelic genes were not related with kidney-Yin deficiency in the
patient of CAA. Conclusion: MHC-DRB1 * 0301 genes are
possibly susceptible genes of kidney-Yang deficiency in the
patient of CAA. or susceptible genes of CAA or a part of them.
indicating that patients of this type have genetic basis of
immunoregulative defect; and there is a certain inner link
between MHC and disease types of congenital constitution of
CAA. which can reflect genetic characteristics of TCM
costitution and objectiveness of CAA TCM syndrome
differentiation to a certain extent.
Author’s address: The First Affiliated Hospital, Heilongjiang
University of TCM. Harbin 150040
Key Words: Anemia, aplastic/diagnosis; syndrome differentiation
(Original article on page 450



