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PubMed 548 2 Hf LA 00 IS IE A=A IS | 158 <
fif &R DNA . RNA .mRNA .miRNA ,IncRNA . circRNA”
DL BRI B S Ry e 28 1), 2R B () B ok 422 %2 2018
A2 H R AU I IE 2H 27 J2 T AF 5 A9 AH O SCRik -
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WFER AL 7 PR (qRT-PCR A 20
PEAEF ARG AT A
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HEBR : O IR 32 LA 5T UE R sl 72 45 R
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A SRk
2 FHik
2.1 Sk FAHRIRE Gt o4

{# FH Excel2010 #E47 SCHRBERHY SEA(E B 5 412
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53 3 A H NCBI % R £ 405 /% (hitp://www.nebi.nlm.

nih.gov/) , miRBase (http://www.mirbase.org/) , LNCipedia
(https://Incipedia.org/ ) , circBase (http://www.circbase.org/

cgi—bin/listsearch.cgi ) M SCHERFEHR) S MAIE DNA |

mRNA , Protein ,miRNA . IncRNA . circRNA 4t — 4 Gene
symbol BIE .
23 ABEHE R EETERIH

#] A The Database for Annotation, Visualization and
Integrated Discovery (DAVID) - £ (https://david.nciferf.
gov/) H' Y GeneOntology (GO) Fl Kyoto Encyclopedia of
Genes and Genomes (KEGG ) F 4 22 X1 A ik 1L 9578 UE Fk
AT s 5550 . 7E “upload gene list”
(FEH BN F A HER A Gene symbol JE 2107 L
UEFE P, 7 "Identifier" (JE KU1 ) 5 7 "OFFICIAL
GENE_SYMBOL" 1T, 7E "List Type" (§1] A ) 2] 3k
"Gene List" (J£[A513%) , # 57 SubmitList" (§2 52 4k
HI13%) ,E N —F M B " Gene List Manager" (3K 51 3
I HT, “Species” (¥ F ) £ #£ “Homo Sapiens”
(ANZ), i Use” s WoRAHIE R, K GO HEHE
FEMKEGG 5 Tl e R T
2.4 JREAREARR W5 HT

| H starBase v2.0 (http:/starbase.sysu.edu.cn/index.
php) *F & o1 ) miRNA—target interactions F5 £t ( i Il
miRNA 58I K 5 R M4 ) \miRNA-IncRNA interactions
L (T miRNA 5 IncRNA 3¢ % ¥ 45 ) . miRNA-
circRNA interactions ( 71 Il miRNA 5 circRNA ¢ &
#% ) 5 STRING Version 10.5(https://string—db.org/) *F 5
W1 B Multiple proteins £5 Bt a7 SR I IE ceRNA—
mRNA-protein #H B AE M, I #1474 fE 7R o

3 &R

3.1 X#kbE4ER

ARYR IS R A LR A DG SCHk 331 4, il
el 152 44 A B DR 4 SO SCRR A T8 A 0T 1 , Fe el
A A1 SR . H P P SR 38 0, LA ) Sk
3o AT ASCHERIFEA G R (R 1),
3.2 AKRFHH

YHNEY 41 TESE o K e RS L R Tz H
Hh gL O B8 33, O ILEEBE 1 30, 2Pk st ik 2 G Ak
V30, e s 5 300, PR M Sl Tk Ak 3 01, B 98 6 30, K
Wges 2 50, FLARARE 1300, JFa 1300, i 1 200, v B IALAE 3
T, A PRI 2 T00, T 21 e Ak 3 30, iz e 4 i 4 1 31, 1
BN BESAAE 330, BLAGTIEENT ST 6 0T, K FRUI
PREBHEIAZE, AT R R 525, Horbucs il 8 Sl 58
&%, b 31% , ok M AE , 4 26% , AR 0% 5
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% D5 F IR WFt T AR AL HAKS Hol F5 A7

1 %2017 2017 — A = SR o 25 circRNA

2 017 2017 — X & — & 20 mRNA

3 22017 2017 B K A = B LR 44 &G

4 x)"2017 2017 F & A BT P & T S B 5 miRNA

5 #2017 2017 &M IR A A — 518 S 229 SNP

6 72017 2017 P2 B K A B it A )7 86 &8 .mRNA
7 #2016 2016 B R A — JEAR LR 130 Bl

8 £112016 2016 SURR 2 A — 1) A 9 miRNA

9 12016 2016 AN A = 1) o 9 DNA ¥ A4t
10 Z2016 2016 A A — JEARLLLR 64 Bl

11 712016 2016 = KA — i — mRNA

12 He'™2016 2016  Hf)E A — S8 s 52 mRNA

13 BRID015 2015  BSuA A — ENE A 300 SNP

14 2172015 2015 T A — S8 A 63 DNA ¥ 24t
15 7192015 2015 % o /B A — 1) 52 miRNA

16 #2015 2015 % fo JE A — 1) oo 30 LncRNA

17 #0014 2014  FFEF 4tk A — 1 s 80 SNP

18 Hou®2014 2014  BSsm A — S8 29 miRNA

19 22013 2013 R & 44t A AL AR T 7 S8 45 EH

20 220013 2013 A A — JEARLLLR 120 Bl

21 2013 2013 T F AR A — FEAE PR ) R 24 B8

22 T=013 2013 — XA A SR H 448 24 mRNA

23 FH2012 2012 % JI5 g A — 5B A 312 SNP

24 #0012 2012 KM A — 1) o 99 SNP

25 TEDO12 2012 — xR o RS i — %8

26 #122012 2012 T 5 AL A — FEAE A BESFA A BE 24 &a

27 2899012 2012 A — S8 A 100 DNA ¥ X4t
28 3LP2011 2011 X W % A — SM A o 85 mRNA

29 #2009 2009 2 g s A A fig A 1) oo 74 SNP

30 52009 2009 PR R b B AR AR AL IE A NE % 1) o 160 G

31 25009 2009 TG I AR AL A — 1) s 80 kG

32 %] 552008 2008 AL A — 1) oo 60 SNP

33 D006 2006 FF) 2 3 BR AR AL 2 A FAFERT T S8 160 a

34 D006 2006 B S RARACIE A — S5 ) S 175 A

35 FL2006 2006 5 JI5 o I A — S8 o 102 SNP

36 452005 2005 % o 4B SR A A = S8 160 G

37 Hu'*2004 2005 R AR A = B AR 67 mRNA & &
38 2004 2004 5 S JE A AR — 518 s 160 EH

39 7K22004 2004 ANY XA = NG ) 60 mRNA

40 %]42003 2003 B R A = JE3RLLLR 4 mRNA
41 3L#2001 2001 — A — 1) s 118 %8

—R T Lk b R A

MWTFE A1 1 D05 B 2 A 4~ F T ) 7 1]
AR —2, R, s S L UEAE I R AR )32, N
LR .

3.3 WFHRSH
AW A I, EA R R e R A
16 T, Hiyk &7 mRNA #F 5%, A 8 Tl , SNP W 55 7 1t ,
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F2 SHMAECSMER  ERAFRBIBELER

£ A

A

DNA CYP2C19.CTNNB1.DES .ACE.DLC-1.TGF-B1.APOE.ERCC1.C19007T .MGMT

mRNA IL-8 \NF-KB,CEBPB,JUN,TSC2205,VEGF

DLL4 .RPL23 .MDM2,C-erbB-2 . TGF-B1.PDGF . TNF-a P53 . VEGF .MLC.CRT.HSP. Annexin . Vimentin . B—~Tubulin,Ang-2 .Foxp3.

Prolein ik CD62p. TFAR19. bel-2. HSPT0 c—fos .CD63 . TSP

miRNA Hsa-miR-199a-5p .Hsa-miR-1283 let—=7¢ .miR-4487 .miR-619 .miR-8075 .miR-6735 .miR-32-5p

IncRNA CTD-2369P2.8 .HIT000092395_03 .HIT000095414_04 . XR_171093.1.TCONS_00010987 .ENST00000595309.1 .ENST00000513626.1

ENST00000424181.1
circRNA circRNA09849 . circRNA 11523, circRNA 18046, circRNA24450
®3 SiEMFNEEREEYI RS
1D Term List Hits p—val Gene

G0:0045892 negative regulation of transcription, DNA—templated 5 7.12E-07  JUN; CTNNBI1; TNF; MDM2; CEBPB
G0:0042493 response to drug 4 2.52E-06  JUN; CTNNB1; MGMT; MDM2
G0:0000122 negative regulation of transcription from RNA polymerase Il promoter 4 0.000118  CTNNBI; TNF; MDM2; DLL4
G0:0045944 positive regulation of transcription from RNA polymerase II promoter 4 0.000445  JUN; CTNNBI; TNF; CEBPB
G0O:0071407 cellular response to organic cyclic compound 3 8.18E-08  TNF; MGMT; CEBPB
G0:0010629 negative regulation of gene expression 3 1.88E-06  TNF; DLL4; MIF
G0:0043524 negative regulation of neuron apoptotic process 3 2.06E-06  JUN; APOE; CEBPB
G0:0070374 positive regulation of ERK1 and ERK2 cascade 3 6.77E-06  JUN; TNF; MIF
GO:0010628 positive regulation of gene expression 3 2.03E-05  TNF; MDM2; DLL4
G0:0006954 inflammatory response 3 0.000124  TNF; CEBPB; MIF
G0:0008285 negative regulation of cell proliferation 3 0.000154  JUN; CTNNBI1; DLL4
G0:0045893 positive regulation of transcription, DNA~-templated 3 0.000401  JUN; CTNNB1; TNF

miRNA W 5% 5 51, DNA F ZL AL AfF 5% 4 31, IncRNA Fll
circRNA BF5E 45 130, AR 0 A K&, 2011 4F LI,
A PSR AT 2A A58 LAER 1358 .mRNA FISNP 2 3=,
2011 4E LU, WF9E & T DNA B 3546 DL K neRNA fY
PIZE , B 7R S0 INUSIE i 20 A 55 BB A5 IR A LA S S5
R IR £/2c) N W 1113 51 B PR B A 4 ER
GERLRZEIR, (R2),
34 AHGOIRE £
3.4.1 i3 #2(biological process, BP) 5 #1453
i 3k DAVID -6, % =00 58Ik AH 5C 55 A R4 7
GO &4 BP AT B 5L N AR 45=3 il H 845 (3R 3) .
3.4.2 Zmhe 4%, (cellular component, CC)#7 45 R
At DAVID - 65, X0 I 58 E AR DG I R R 47
GO B4 CCHpr A N B3 W H B4 (£ 4),
3.43 4-F s (Molecular Function, MF) 5 #7 4 R
it DAVID P65, X0 I 58 E AR DG JE R iR 17
GO & 4 MF 04T, F HE H  EBe3 I H B4 (R 5) .
53 9% BP . CC A MF S AT S b, JE R 24 H >

2, H & 49455 (~logyo Pvalue) HEA 1 10 ) GO Tt H 145
(1) o MG GO &S R nl i, fe A=Wy #e 5 1, <
T LTI A G P 32 5 240 R0 SR AR Ak 5 1 0%
(cellular response to organic cyclic compound ) \ X 4% 5% |
Pl 2 0 R T L PR 3K 1 97 M 45 (negative regulation
of gene expression ) L & R4 2 1 (inflammatory response )
FAOR; P ML BT T, i ML UEAR SR N 5 5 8
H & 4% (protein complex) . #% it (nucleoplasm) | 4 g
0 (cell surface ) G ; R4 F- D REJT T, i IALFSIE
FHOCHE R 3 2 5 n] U5 4R 1 45 & (identical protein
binding ) \élj:f/a\(enzyme binding ) | % 55 1142 X 3 ) 3
254 (transcription regulatory region DNA binding) AH
Ko HARAE N5 H AT MU UEA )27 SR 7T
AR A
3.5 &KW KEGG1s 5 @ %54t

i DAVID - 5, X I8 kA 5 9 BE AT
KEGG 5 18 #% & 42 04 , H5 BE D g SR >3 30 H s 4
(6). MIEKEGG & Rl i, 50 MU IEAH G
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x4 SiEMFNEEEMAAR S

1D Term List Hits p—val Gene
G0:0005654 nucleoplasm 7 0.000282 JUN; CTNNB1; MGMT; MDM2; ERCC1; CEBPB; MIF
G0:0005737 cytoplasm 7 0.013738 CTNNBI; MDM2; RPL23; APOE; ERCC1; CEBPB; MIF
G0:0070062 extracellular exosome 6 0.002048 DES; CTNNB1; CD63; RP1.23; APOE; MIF
G0:0005886 plasma membrane 6 0.015921 CTNNBI; TNF; CD63; MDM2; DLIL4; APOE
G0:0005634 nucleus 6 0.059613 JUN; CTNNB1; MGMT; MDM2; APOE; CEBPB
G0:0005829 cytosol 5 0.02697 JUN; DES; CTNNB1; MDM2; RPL.23
G0:0005615 extracellular space 4 0.001817 TNF; CD63; APOE; MIF
G0:0016020 membrane 4 0.009907 CTNNB1; MGMT; RPL23; APOE
G0:0043234 protein complex 3 0.000131 CTNNBI; CD63; MDM2
G0:0009986 cell surface 3 0.000564 TNF; CD63; MIF
G0:0005576 extracellular region 3 0.02068 TNF; APOE; MIF
G0:0005916 fascia adherens 2 4.01E-08 DES; CTNNB1

x5 SEMFIEERE S FIEED T

1D Term List Hits p—val Gene

JUN; DES; CTNNB1; TNF; CD63; MDM2; DLL4; RP1.23;

G0:0005515  protein binding 12 0.000406 APOE: ERCC1: CEBPB: MIF

(G0:0042802  identical protein binding 5 2.56E-06 JUN; DES; TNF; MDM2; APOE
G0:0019899  enzyme binding 4 2.93E-06 JUN; CTNNBI1; CYP2C19; MDM2
(G0:0044212  transcription regulatory region DNA binding 3 1.32E-05 JUN; CTNNB1; TNF
GO:0008134  transcription factor binding 3 4.27E-05 JUN; CTNNB1; CEBPB
G0:0042803  protein homodimerization activity 3 0.001625 JUN; APOE; CEBPB
t iption fact tivity, =
G0:0003700 ”“S.‘;_HPD‘;T;\ Z‘f ‘;r.ac I, Sequenee 3 0.00311  JUN; CTNNBI1; CEBPB
specific inding
G0:0003677  DNA binding 3 0.018997 JUN; MGMT; CEBPB
calegory
bobgical_process .
I cellular_component
molkcular_function
.
1
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QQ“\ Q‘\\Q R e & {‘\" o O\\c' & &
FE e G
PP O
< K & & R © R
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Fo6 SHMMEEXERESEREE

1D term ListHits pval Gene
path:hsa05205 Proteoglycans in cancer 4 2.03E-05 CTNNBL; TNF; CD63; MDM2
path:hsa04668 TNF signaling pathway 3 3.63E-05 JUN; TNF; CEBPB
path:hsa05166 HTLV-I infection 3 0.000972 JUN; CTNNB1; TNF
path:hsa05200 Pathways in cancer 3 0.004751 JUN; CTNNB1; MDM2
BT REA CHE Sl S MR AR G A 2 LR OISR L, SAE SR iR ry i ik , 0 , Fiemb in e 5

(hsa05205 : Proteoglycans in cancer) . J{'J8 R FE K 15
518 1% (hsa04668 : TNF signaling pathway ) &8 #H (5
=18 % (hsa05200: Pathways in cancer) . NFETIRE 40
o 7 S ( hsa05166: HTLV-T infection ) , H: il o1
SRR (55l -5 H FI i ML A P SE R T B
RE .

4 it

T AEYIE BT, o B S USR5 3
:J?IJJ AEERE GO Difig | 42 /3 A \KEGG {5 5 [
AT L miRNA-mRNA-protein A HAE M 25047
FRATT R B E TS 0 A S MR IE AR DG HE R AR )2
DIREAE YTz, E2 50 R 1 Sl 5 5 s e VR T S
gy, i ged ) E AR RS TIREE A, 5 AT
RILR R AR EA LS TR X, GO b
[EE R T TN B PR E L I EZ2 D
VAP L SORE RN | AT R4 5 S A e R AR A RS
ANIMARE ALY, A R AL S WS A SRS
Loy Foige, Kb 25 RRE RV 25 B A M
UEAE W) SERRAF SR R R B . KEGG {5538 i AT
S50 IR HH G RNA 2728 5 g A DG B 1 20 L e
INBELA - | i AN 2 T ok 2 4 s 7 IR L 55 2 55 M
5IE A O, b TN {5 538 -5 A0 IS e A= 12
SRR X R EY)

TEIG R b, S 4E JRyiilo i B et b 3 i IR Z
BRI PR A R N VA g v 5 “ AR RS . S
B b, S0E 5 A L0 OC R AR %, IR R 4E LU

AT IR RAEIRFEAS — 55 Qg BARAL , SAEN BT
SO0 AT B IV P B , SRR, B ER B,
AR U S IR AR L+ AR 85 B4 A
f*%‘/%‘(zﬂ Ji 155K, BERCIRAS 2 SAE I 5 A [

AR UE RS Y, TEANCRAR « TR IR AR )P B - 5
V\M'jﬂﬁ P AR A, b3, A D S AN %,@%Iﬂléﬁi
AHL

BURHTTE ML, (e M B ER B AL | R ILAE <
T LSRR AP e S B C RO AR 1 I A R -6
20 B (B 2R B 23— 1 TNF—o S5 50 R /K T 1 3R

PRI B S A B, A IR R B A A 2 -
6 K-S 5 MR R S TNF - K- 7 e

. T, 0 ARG T TR, K TR,
A TET 52 e 1 9 55 A= IR A P FE R 3R o

T34 R EEE P T R AR s KAt o b
WA FES I I FIE miRNA-mRNA-protein A H.AF
KRML, i T 322 AT s 8o i R &, IR 7EC A
mRNA  miRNA R F| 845 5¢ & , M2 i@ i & F1 miRNA
A0 RE DR T 54k 4 mRNA , I 5 688 mRNA 4 i 25
FIAH FLAE FH O R A AR 45, AR TG 78 RIS
Tiif AR UE AR 5C RNA P ER IR G 3R T 727 E i
PG RR AL T 2%,

23 b AU MU UEAR SCHE R X 22 T RE 2038 It
Forp 5 JRAE RV A5 IR SR SE R 705 ﬁﬂ%ﬂﬁ%ﬂ*jﬂ)ﬁ

I, B R Hr el S n] S S URIE A 1) 4 SR 58
K—Ee S JE K, (H S BRI A= 2 3t 5 kA
MUK R — 450

sExa M

1 fafam, B, w5 B, 25, PSR R SR 2 2 BT o 0 SR i

SRk AR - R 25 8L, 2018, 20(1): 1-6.

WEI5AL. P IR SIS W, dbat: AR TPA R, 2002: 123.

3 EFRPEZEHR. D2 IG R TR U E R 2R
H AL, 2002.
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. P E U R4k, 2017, 27(9): 11-16.
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25

26
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2017.
XA, T microRNA 38 1% (9 28 AL BRI I3 ¢ 5 iR 97 5 N
HRESEALAETT ROLHITESTE. Abat: dh v R Bl A8 3, 2017.
LRI, BRBERE, EOeR, 55, 229 0 vk ks & fE Skas T TR
H CYP2C19 2N 251k 5 RIS M k. v e R 2
7R, 2017, 37(3): 291-296.

Trh, . B R AR AT IR B T 5% M4 48
PR 2 5 T I 2 44 7 T1-8 I NF-k B mRNA F 3k 120, o 2
(S, 2017, 34(4): 98-101.

FE M. RPL23 \MDM2 [ 323k 1 98 rh BEIE RS A A DGR 5. i
WAL B2 R 2, Wit2#0718 3, 2016.

HE TR ARTRIFEUE 5370 (1 6 1) = 7T 7L s S o miRINA 5 it B %
UEFP 24 PRI Abat: JEat iR 25 R 2183, 2016.

Ir) S 25, T F SRR AR MRS I Lot DK 5% 568 o8 I TE A .
I CTNNB1 \DES 2 K 3R 3A (1 52 o3 K v i1 R v B 24 KA1
AL, 2015.

ERAL, Xz, o EIE R C-erbB-2 235 7K - [ AR & LT
7. BE2ERFIT 4R, 2016, 45(8): 109-113.

TR, P 20, I MR B XA ] $50 U s i i 4
JURALH. b [ 5250 )5 3727 2%, 2016(4): 110-114.

He L, Fang M, Chen L, et al. Transcriptome analysis of blood stasis
syndrome in subjects with hypertension. 1% 4% 7 (3% 3Chi), 2016, 36
(2): 173-180.

FRH, ARE . A B0 S0 J A 1 A5 SR TR A L R 2 Ak
5 v R R K SRR Bl R BE PP B O R, TP R 2R, 2015, 56(19):
1671-1674.

ARSEAE, BUEF . PR P SRR 5 DLC—1 56 N F 6 ARk A A G
7T, 2015(2): 64-67.

faf %%, J5 MFEE, BRI, 45, (R LS IS UE AR 5€ miRNA 9 5 . H
[Ep B AE AR, 2015, 31(5): 817-822.

B2 AT R P BRI T 24 E 2 Lne RNA F635 35 0F
FE. et hE ERRABE R 2 A8 3, 2015.

AR, 1 AR, IR, 25 TCR-B1 3L R £ 251k 518 7k L T IFLr 4k
AL BT AR DCHERR T, TP BE 2R, 2014, 49(5): 313-314.

Hou J, Wang J, Lin C, et al. Circulating microRNA profiles differ between
qi—stagnation and gi—deficiency in coronary heart disease patients with
blood Stasis syndrome. Evidence—Based Complemeniray and Alternative
Medicine, 2014, (2014-12-4): 926962.

TFAL R, EIRAE, A, G5 IR TR YT A R BT AR AL Y
Il RAFSE. PEFR TS24, 2013(10): 84-87.

Z5[E gl H P RS P53 VEGE Fik K A SCHEWST. 1622 B
VG A B2 B - 2E 3, 2013.

SCHR. B YRS AL MR E 22 57 28 1 BT 2= 5. iUk R 2R
2%, 2013.

TR, LI, 25, A5 S IIRGE K B NO/NOS 14 R 125 1. 1
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Bioinformatics Study on Differential Expression Profiles of Qi Stagnation and
Blood Stasis Syndrome Based on Literature
He Haogiang"’, Chen Guang'?, Gao Jialiang', Hu Kun', Liu Chao"’, Wang Jie'
(1. Department of Cardiovascular, Guang’ anmen Hospital, China Academy of Chinese Medical Sciences, Beijing
100053, China; 2. Graduate School of Beijing University of Chinese Medicine, Beijing 100029, China)

Abstract: To analyze the differential expression profiles of gi stagnation and blood stasis syndrome (QSBSS) with
bioinformatics method, so as to explore the possible biological basis and mechanism of QSBSS. A total of 331 papers on
the study of QSBSS were retrieved in CNKI and PubMed databases, and the basic information as well as RNA differential
expression profiles were extracted and summarized. The gene function was annotated by GeneCards database, and the
Database for Annotation, Visualization and Integrated Discovery (DAVID) was used for enrichment analysis on the
biological function and signaling pathway of differentially expressed RNA. The miRNA- target interactions module,
miRNA-IncRNA interactions module, miRNA-circRNA interactions module in starBase v2. 0 and the Multiple proteins
module in STRING Version 10. 5 were utilized to establish the ceRNA—mRNA-protein interaction network of QSBSS.
The literature analysis showed that 41 studies reported the results of QSBSS on omics, in which the number of protein
expression studies was the most, followed by studies on mRNA, SNP, miRNA, DNA methylation, IncRNA, and circRNA.
GO function enrichment analysis of differential expression profiles showed that, firstly, in biological process, QSBSS
related genes are mainly relevant to cell response to organic cyclic compounds, negative regulation of transcription,
negative regulation of neuronal apoptosis gene expression, and inflammatory response. Secondly, in cellular component,
QSBSS related genes are mainly relevant to protein complex, nucleoplasm and cell surface. Thirdly, in molecular
function, QSBSS related genes are mainly relevant to identifiable protein binding, enzyme binding, and the gene binding
in transcriptional regulatory region. Among of them, inflammatory response is the most relevant to the basic biological
research on QSBSS. KEGG signal pathway analysis showed that the signal pathway related to QSBSS related genes
included proteoglycans in cancer, tumor necrosis factor (TNF) signaling pathway, pathways in cancer, and human T
lymphocyte virus infection. Among of them, the TNF signaling pathway is the most relevant to the basic biological
research on QSBSS. The genes related to QSBSS involve multiple biological functions and multiple signaling pathways.
Among of them, the inflammatory response and the TNF signal pathway are the most relevant.

Keywords: Qi stagnation and blood stasis syndrome, differential expression profiles, bioinformatics, genome, transcrip-

tome

(i .2 7, 0EFF £ 1)

[ World Science and Technology/Modernization of Traditional Chinese Medicine and Materia Medica ) 669



