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BE: #i CHD R EABIRSEYEE A FFEEE MF5IE 5 R R . TR R,

FORFRI 1L : 1. B4R CAG BHiZH) CHD B4 285 i, 7 CAG 4538, A& RshhkmRAs
FEIE . ATEAS .. AR ZEN. Gensini 43, EARBINIRASTE SR BT B )58 : O ACC/AHA
WS BIbRHEST A B, B BIR C BI=Fh; QXIIEZAERREE > 50 %1 < 100 % MBER TS0 7
Bioy k1 RS, MBI MAI=Fp, 2. Hoedom P EYEEFRESITAEIREYHES B, bRICIEHR,
MAFHE 42 48, “Can MFSIE 69 B, FRIBIMFAIE 65 B, HEAAMNFIE 78 6], FEREMIE 31 ], ASHE B¥
WEH, 259 BIEASREIE, HAPAERIE 136 61, BAREIE 62 5, PHEEIE 38 #1], FHMGIE 23 B, IMHSIEL
1 HBEMFSETE o INE B TRREE . WP BER ERE UPHIER I, PR EE MUFSIE 84 6], W UFSIE
108 B, FEEEMFEIE 93 B, 3. it SPSS10.0 Fiit#itt. HHETTRILESRH X /iR,
T EdE L ECR I 7 20 o

%%:

1. CAG Z55#5 CHD W EFRIZYHIE A FHRME

(1) CHD 5EiaZs SCECRBR A = B AL 5 TP EEFRSCIEA) R R

FRSGIES A B R RAE 3B e A JE% BEM R L (X=50.366, P<0.001) . BR.4H M5
HELH( 52.4% ) Bl M ARIEZH( 60.9% ) %6 WA ST AL , R M TIELE ( 49.2% ), BEPMIFFIELA( 45.6% )
B FEBEMIRIEA (54.8% ) ZR=3FAE . BEFEMME T8, dAFIIFNGEA (1.55),
MAFSIEA (1.67 ). FEPRIMPFGIEA (2.24 ). FRIMGFPSUELA ( 2.25) BIFEBEMFGIELA (2.42) Rk %,
HERTEEVEZ Y (P>0.05) . TARFIIKIEAE Gensini SMEEFA BEMEE X (F=9.149, P<0.001 ) ,
P b I PIELE S22 W T SR A i S AR R A I IEZE. ( P<0.05 ), SRR iR F 2 RN FEE N IEAH B3
& Al SRV LR (3 P<0.01 ),

(2) CHD sElikfiiAE ACC/AHA 3 BIRITEA -5 R 5 BEEARSGIER £ R

PRIGIESLH IR R B AE ACC/AHA 53853 A 22 e AT i B R 75 X ( X=38.881, P<0.001)
A MFIEALL A B (38.1%) il B &Y (42.9% ) FA AL, AASIFSIEAWLL A B (47.8%) B
R (43.5%) WA L, BPUNFNEAE B BHRAE (51.3% ) H%, FEERMANEA (48.2% ) FLBEHM M
FRIEZH (44.6% ) LL C BI85 K230 sd RSk BT AR B ZRWAIER REER L (X=

|



73.643, P<0.001) . | ZUpAstEtadtifiE ( 65.6% ) FICHFIMIFBIEA ( 70.4% ) J&%, 1 Bijwis
TERPUNPSIFL (59.1% ) FUFEEEIMFNIED (42.9% ) B, PEMIMFIELA ( 53.8% ) ML, I Fdjpss

2. CAG %555 CHD W EARRHHIFAI

(1) CHD Feidizs ZE R M7 FE i 5 P EARIER) X R

7R A 2 1) SR B o A8 S B i 22 e R EPE R X (X=20.588, P =0.002) ., S REiEAH
DI (41.2%) BT (42.6% ) 9AERZ, FHERIFAM IR (29.0% ). BEHAE (32.3%)
=348 24 (38.7% ) BIEF BT, POREIFA (55.2% ) FBAMGEL ( 65.3% ) LL=30A8 k%,
HAERRIRANE, SHBRETEAE RIS, HREEER (P>0.05) . SR Gensini
SMEERA BEVERE X (F=18.873, P<0.001 ), FABGIFLA B2 TSRIELL . B4R FHREES (1
P<0.01), BHEEIFH A2 TR IEARIBA B IELH (34 P<0.05 ),

(2) CHD @A ACC/AHA 5B RARFETEAS 43 Y 5 rp AR IEA) % R

R IE A Al ) R SR AS ACC/AHA By fi Z 54 A% B MR X ( X=69.651, P<0.001),
SREIEH A B (44.8% ) , BHEEIEZE B BWRAE AE (51.6% ) , FHERIEAL C BIeAS di A3
53 (60.5% ) , BABGHELRY A B YA, iR SF 0TI R 0 A s BEER L (X=
23.789, P=0.001) . SREUFL 1 BIpAE 5 K24 (57.3% ) , PHEEIEAE 1T 29748 M E (47.9%) , FH
IR T ESiAE A% (41.4% ) o BHRGIEZES 2 B T B9eAE, ARIIAGIT

3. CAG 45535 CHD ASmIFEEE S iE A AH &

(1) CHD JeEE kAR SZE L AR AR BE 5 AN R R B ML SAE ) 56 3R

ASIRVRE B i iE2H ) e R sh ko A8 S 80 A 22 58 JEH BT X (X=72.407, P<0.001) . 5%
JE M IELE R 3578 & 63.1%, " BEIMUHELH B 300078 (30.6% ). RETIRAE 39 (36.1% ) K=
A% 36 (33.3% ) BIELESTY, BHEEMFSIES =38 AEH 63.4%,. H5E5 MIEL 2 3 5 I fSiEA
BETPH RSN AE TR £, dHInA BEER (P<0.05) . TARBIIKIKAE Gensini /HEZER
WA BEMERE Y (F=96.511, P<0.001), R MAHFA BT RMER MAHTEA (3 P<0.01);
v B I SELE 40 B IS T PSEA ( P<0.01 ), |

(2) @A ACC/AHA 43 BYBARAETL R4 B 5 M FSIEAS I FE BE 2%

A )RS B I ST 4R (B AR B ko AE ACC/AHA S B5r i A J6% B &R X (X=42.424,
P<0.001) ; 52ZIMFIELH A BHHAEH 51.2%, FJEIMPUELA B BURAS K 44.4%, BJFIMFIFLA B B

(48.4% ) Fl C B (43.0% ) WAL 5 R ARSI AETE A BIN A Rt A 308 B2 E X
( X=28.305, P<0.001 ); 52B MFIEL T BURA5H 60.5%, HREIMFEIELE 1 BI( 37.1% )Fi 11 BU( 40.4% )
PSRy, BEREMAEALL TR (45.0%) FITTRSHRAS (36.7%) A%,

251 1. (1) CHD ARSCUEMIMIE ( FRARIMRS . ACa Mfs ) Z0Beh . et i B FEEE 1 % ,
TS L EOF I %, PRAERREEAWTINEE , FARHIRA S 2 0HH CHD ARSIEAS B MR ( g fis |
ASCHIFINGEE ) Ta]BRDE RIS P 1) FERE MR & R . (2) SEMGRATER N FIE AT E BTN £,
BAZ I IE B AR ILFSIE AR E BEER A 3, B IS S FERE M FRE AR RS E , B R LA E 2%,
2. (1) CHD AJEUEMNSUE . FHRE . BHAEZIBHRL, SEEMichiAs 2 H0R ST, PZEfEE AW INE, %
ASHAEE Z¢ o 18 CHD ARBIE <M H AVGBHEIBHEE , BPHME . BAA6R BH % Je 21 B BH 9 R AR E S B
firrlEE B, (2) AUBIEE R AS AT 6 S B BRI RS ; P IEBES AR X A e {H 4 ApiAs
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s FARBEAFREBEYUERT 2 W, PHGIE =222 d ik 2P ZE, (ONER S BBAEIE%. 3. CHD
IMFFMEMARIE . HPREBIE R, 5alkhs LEOR WIS %, TR ARG ; HATEA A B B B,
C RIL R, JRASHEAE 24, 4. CHD WEPHES CAG 45 BAFTEAFAYE, CAG £TWiiEFR{ER CHD #4
FEARSEHEIE B M UEAS )RR A 8P R R B

XA SERBIPGEFEEE  EREkER EOE  PEPRIESR

Ffy BORLREEEMIENSH C REERELEE
SHREHIERXE

B (Hey ) IAE. C RVEER (CRP) #Eik A CHD M7 G FE #; CHD HE
YHIE S Hey K CRP (MTC RGEWF5E .

HE: #8 Hey. CRP 5idRahliom s fe i . WshEERIAHEYE; Hey, CRP 5EGEREA RN
*%; LUK CHD HEABIRLHHE LA FEREMFIEM Hey, CRP AKFHASALIME, & CHD #
BEEHEIE R PG B 25 S PG TR R 4 AR R o

YR . 1. 4 CAG Wi CHD B3 173 #), iFE . bRosifs, BAabiisiE 26 5,
AR 42 ], FRHIMIFNIE 39 B, BEHUMFRE 47 B, FEEEMFE 19 ). 157 BIEAEIE, X
REE 81 6, BARZIIE 37 4, BHREIE 22 6, FHBGIE 17 6, MASES, B MFSE 48 61, B MFSIE
66 5. FEREEIMFGIE 59 B, EF XL 19 6, s IERZH 24 5, 2. X CHD # {72 EHH. 3. &
RO AR SRS I A I M 3% tHey /K5 g Mok 28 5 b i  If 3% hs-CRP 7KF. 4. &Eit
FACFRA AR5 AT IR A LA IS, =L EREAREAR L BRI 047

ghR.

1. CHD I3 tHey /KFASAb S H 5 EIERIF) K R

(1) CHD I3 tHcy KA 19.15+9.03 pmol/L, BEETIEH XHIEZH (7.87 +2.73 wmol/L)
RS IEH2H( 8.91 £ 3.64 w mol/L X ) P<0.01 ), et IE 4 2 55 TE 5 % B4R () Jo B 2Pk 25 5 P>0.05 ),
%f CHD ZESYMH, 45%-57R: CHD BN tHey KF, HIFOIRKIZH A, ORTTE OIUE
B, QBRSNS TEEH, @RI ACC/AHA Sy TIEH, GORAE>50% H.<100%EH) Ik
AT A TG H, @TFRFNKIEAE Gensini RNESMEZAH, HBEE T IF 50 FRAREE E
WA () P<0.01). HEAKSHAHMTT BEIEESR; OUFEFEH BEE TIROAESEA (P<0.01);
B AR BAR T A4 ( P<0.05 ) K = 30840 ( P<0.01 ); A T84 KT B BY4H ( P<0.05)
Al C BYRARAH (P<0.01); TN EYGARZH R4 T 1 Z94AU T BY4H (34 P<0.05 ); Gensini 4ME<20 ZHHH
AT Gensini 438 20~40 ZHFI Gensini 43-{E>40 20 ( 33 P<0.05 ).

(2) % CHD BAES EEARIK FE 0, 45RER: M3 tHey KB EE T Lotk, HRIN
WA RS T A (1) P<0.01); MTEREFERH SIVEFEGAH . & MERA 536 MERLH
G IMEH SRS IR MAEH LA o O R ik L gz ), ¥WIRFEMEZESR (P>0.05).

(3 ) MR BEPEESY BT - bROCIER) B i fiFiiF2H ( 15.68 + 8.88 w mol/L ), “CHEIMIFIFE ( 15.23
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+7.72wmol/L ), FRMUMFFIFL (22.73 £ 8.41 pmol/L ), FRPUMFFIEA ( 19.65 +9.08 w mol/L ) FIFE
eI RIEZE (23.82 £ 8.45umol/L ), AFEIUEAVURIEA (20.67 £9.06 . mol/L ). PHEEIEZAH (15.21
6.36 p.mol/L ), PHEEIEZ (23.32 +9.54 p mol/L ) FIPHMBEIEZA ( 20.77 + 10.59 wmol/L ), LB AERESE
MFSERFRE MFIEL (15.52 £ 7.63 wmol/L ). HEEIMIFIEL ( 19.02 + 8.36 wmol/L ) FUEEJE L
2H (22.21 £9.83 wmol/L ), I3 tHey /KFIHAR & T IEH A RAHFAGE RS IEH 4 (35 P<0.01) . 4l
MR EZE 2% T3 b M R E ZH R0 SERE I FSIELE (33 P<0.05 ), i MR iF 20 A S I T8 D i 9 iF
48 ( P<0.01 ) FUFEEE MIFEL ( P<0.05 ); BAREIEL KT UELH ( P<0.05 ) FIBHRZIUELH ( P<0.01 );
HFINFSEH 2 TREMFRIEA (P<0.01 ),
2. CHD Ifl%% hs-CRP A4k H 5 EIFRIA R R

(1) CHD ##F 1M hs-CRP /KF (4.87 +2.89mg/L ) BEHmE T IEH MR (1.29+1.19 mg/L)
FEEIER 4 (1.61 +1.32 mg/L ) (¥ P<0.01), @B H 5 1IEF X AR TR EEES (P>0.05 ),
X} CHD M T2 E M, 458 B/R: CHD FIEAIMYE hs-CRP /K, HFFOIRKIZH&EH, Q=T
UHUESE, @sEtRBlioniAs & 8, @iIR3NMIRAE ACC/AHA /3 BIEA, GRiAE>50%H<100%
HIEARENPRIEAETE A BIR A, @A EERFNIIIGAS Gensini 7HE &4, HR3E & T IEH X FRAH
FEREIER4H (3 P<0.01 ). IS RSHA A AT E B L ER AR 2 OHIURIFEA B35 & TRE B O 20
H (¥ P<0.01); FFCOHAEZEAMONAEREAB TR EER; = XWAHEE S THHRELH

(P<0.01); B EWRAHIET BEST A BWAHA C BHEAEAH (3 P<0.01); [EYEHRERS
F 1 A4S (34 P<0.01); Gensini 2ME<20 2H 54T Gensini 4B 20~40 41 ( P<0.01) Fl
Gensini 43M{E>40 ZH ( P<0.05 ),

(2) ¥ CHD & E B/l H Fr4H, 45 1M hs-CRP KFAEHEMEH (5.16 £2.59mg/L ) Fl &tk
2H (4.05+2.37mg/L ). & IMLUERZH (5.40 +3.00mg/L ) FUIES MUERGLH (4.37 £2.71mg/L ). ARG
2H (5.64 +3.05mg/L ) FUAEMEFRALH (4.67 +2.82mg/L ), WEMHMIZH (5.53 +2.94mg/L ) 5T H

(4.47 £2.80mg/L ) MIZEREZE (3 P<0.05), MEEFERH SIEFERA . SiEnAEHSIERI L
JEA . AFECRF IR AR T B EEER

(3) XPEEFITHEIEHE, R8N TICAPRSGIER) Hal MFIEH (3.06+1.99 mg/L), A
Wi IMIPIELH ( 3.67 +2.44 mg/L ), HEMMFFIEL ( 5.25 +2.59 mg/L )., HEHUMFFELH ( 6.16 +3.02 mg/L )
FUFEEEMFHIFEA (6.09 +3.00 mg/L ), AARUEFHISUEIEA (3.78 £ 2.44 mg/L ). FHMEIEA (5.73

+2.49 mg/L ). FHEEIEZ (6.05+3.04 mg/L ) FUBHMGUELE (7.21 £3.28 mg/L ), LIRASFIFERE MFiE
HHAOARRE IELH (3.55 £2.51 mg/L ), EEIMIAIEE (4.64 £2.48 mg/L ) FIERELIMANIEA (6.21 =
3.07 mg/L ), HIMIK hs-CRP KA T IEH M FARGEE EHA (39 P<0.01) o FRICIEMHR M
I FAEZH AR SRR LH B 25 v T A0 U IEZH (35 P<0.01 ), FEEEIMFNIELE B2 T IS iELH
(P<0.05), RIUMFFIELH BFETHRMIMFIEA ( P<0.05 ), ZASEZIEH 6 BH RS iEH AP ELH B2
A TAEBIEA (P<0.01), PHEIFAEZE S TFAUEIEA (P<0.05), A IMFSIEA B 3E 6T 5 Mk
WEZH (P<0.01) FIHEEIMARIEL ( P<0.05 ),
4518 1, CHD B I tHey BAR TG, HIERIRIAE 5 8 CHD g 5H Hey FHEAA %, I tHey
55 CHD el 3 8 . D™ AR RE R KA K, 5PV TMAE LK. $&7) Hey B As 24
CHD WJRgR— 1 HIH ZihidFE. 2. CHD Ifil hs-CRP B&FH5, & MUERBERS 5 &8 CHD Wit 5
hs-CRP FHiEA %, I hs-CRP /KFu] SR tEai ™ B, o] RWSERBIKEEYE TS

4



fag. H CRP X} CHD WGIRIZWIASHE, vS T HERIERE, MNiEA#R . 3. CHD
P EYHIE 51 tHey . hs-CRP fE7EMFNE, tHey. hs-CRP B CHD ZABARSEHEE & MASIEAS e E
HIE PR IR AR
XKghin) EAREINGEFERL EREBKEE EOW  PEIHES R
RIS ER CRINER RIE

Abstract

Part One: Relationship between Coronary Arteriography and TCM Syndrome Differentiation-type

in Coronary Heart Disease

Objective: To study the relationship between severity and form of coronary artery lesion and TCM

Syndrome Differentiation-type ( TCM-SDT ) and various degree Blood-stasis Syndrome with CHD.

Methods: 1. 285 patients with CHD who were finally diagnosed by CAG were selected and their results
of CAG were analyzed, which involved number, severity, form and Gensini score of coronary artery lesion.
Two methods were adopted to analyse the form of coronary artery lesion: (DForm of coronary artery lesion
was divided into A type, B type and C type according to ACC/AHA criteria; @Coronary artery stenosis

(its stenosis =50%and <100% ) was divided into I type, Il typeand Il type according to its form. 2.
All patients’ TCM-SDT was differentiated by adopting the standard of Syndrome Differentiation for
coronary artery diseases revised in 1991. All 285 patients had secondary Excess Syndrome, among them 42
patients with Blood stasis Syndrome, 69 with Qi stagnation-Blood stasis Syndrome, 65 with Phlegm
Turbid-Blood stasis Syndrome, 78 with Phlegm heat-Blood stasis Syndrome, and 31 with Cold
condensation-Blood stasis Syndrome. 259 patients with obvious primary Deficiency Syndrome, among
them 136 were Qi-Deficiency, 62 Yin-Deficiency, 38 Yang-Deficiency, and 23 Yang-collapse. Patients’
Blood stasis Syndrome was also differentiated to slight, secondary and serious according to scoring
measure which was formulated by ourselves, among them 84 with slight, 108 with secondary, and 93 with

serious. 3. Subsequent statistic processing included chi-square test and analysis of variance.

Results:
1. Correlation between CAG results and secondary Excess Syndrome in TCM-SDT of CHD

(1) Relationship between number and severity of coronary artery lesion and TCM secondary Excess

Syndrome

There were significant differences in the distribution of coronary artery lesion number among secondary
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Excess Syndfome groups ( X=50.366, P<0.001 ) . One-artery lesion constituted the majorty in Blood stasis
Syndrome group ( 52.4% ) and Qi stagnation-Blood stasis Syndrome group ( 60.9% ) , while three-artery
lesion was the most in Phlegm Turbid-Blood stasis Syndrome group ( 49.2% ) , Phlegm heat-Blood stasis
Syndrome group (45.6% ) and Cold condensation-Blood stasis Syndrome group ( 54.8% ) . From Qi
stagnation-Blood stasis Syndrome group ( 1.55 ), Blood stasis Syndrome group ( 1.67 ), Phlegm heat-Blood
stasis Syndrome group ( 2.24 ) , Phlegm Turbid-Blood stasis Syndrome group ( 2.25) to Cold
condensation-Blood stasis Syndrome group( 2.42 ), average number of coronary artery lesion increased one
by one, but there were no significant differences. There were significant differences in Gensini score
among secondary Excess Syndrome groups ( F=9.149, P<0.001 ) . Gensini score of Phlegm Turbid-Blood
stasis Syndrome group was higher than that of Blood stasis Syndrome group and Qi stagnation-Blood stasis
Syndrome group ( all P<0.05) ; Gensini score of Phlegm heat-Blood stasis Syndrome group and Cold
condensation-Blood stasis Syndrome group was also higher than that of Blood stasis Syndrome group and

Qi stagnation-Blood stasis Syndrome group ( all P<0.01) .

(2) Relationship between ACC/AHA type or form of coronary artery lesion and TCM secondary Excess

Syndrome

There were significant differences in the distribution of coronary artery lesion ACC/ AHA type among
secondary Excess Syndrome groups ( X=38.881, P<0.001 ) . A type lesion (38.1% ) and B type lesion

(42.9% ) constituted the majority in Blood stasis Syndrome group; A type lesion (47.8% ) and B type
lesion (43.5% ) also constituted the majority in Qi stagnation-Blood stasis Syndrome group; B type lesion

(51.3% ) ranked first in Phlegm heat-Blood stasis Syndrome group; while C type lesion was the most in
Phlegm Turbid-Blood stasis Syndrome group (44.6% ) and Cold condensation-Blood stasis Syndrome
group (48.2% ) . There were also significant differences in the distribution of coronary artery stenosis type
among secondary Excess Syndrome groups( X=73.643, P<0.001 ). [ type stenosis constituted the majority
in Blood stasis Syndrome group ( 65.6% ) and Qi stagnation-Blood stasis Syndrome group (70.4% ) ; Il
type stenosis ranked first in Phlegm heat-Blood stasis Syndrome group ( 59.1% ) and Cold

condensation-Blood stasis Syndrome group (42.9% ) ; while Il type stenosis was the most Phlegm

Turbid-Blood stasis Syndrome group ( 53.8% ) .
2. Correlation between CAG results and primary Deficiency Syndrome in TCM-SDT of CHD

(1) Relationship between number and severity of coronary artery lesion and TCM primary Deficiency

Syndrome

There were significant differences in the distribution of coronary artery lesion number among primary
Deficiency Syndrome groups ( X=20.588, P=0.002 ) . One-artery lesion (41.2% ) and two-artery lesion
(42.6% ) constituted the majority in Qi-Deficiency group, The cases were gradually increased from
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one-artery lesion ( 29.0% ) , and two-artery lesion (32.3% ) to three-artery lesion ( 38.7% ) in
Yin-Deficiency group, while three-artery lesion ranked first in Yang-Deficiency group (55.2% ) and
Yang-collapse group ( 65.3% ) . From Qi-Deficiency to Yang-collapse, average number of coronary artery
lesion increased one by one, but there were no significant differences among them. There were significant
differences in Gensini score among primary Deficiency Syndrome groups ( F=18.873, P<0.001 ). Gensini
score of Yang-collapse group was highest among primary Deficiency Syndrome groups (all P<0.01) ;
Gensini score of Yang-Deficiency group was higher than that of Qi-Deficiency group and Yin-Deficiency
group (all P<0.05) .

(2) Relationship between ACC/AHA type or form of coronary artery lesion and TCM primary

Deficiency Syndrome

There were significant differences in the distribution of coronary artery lesion ACC/ AHA type among
primary Deficiency Syndrome groups ( X=69.651, P<0.001 ) . A type lesion ( 44.8% ) was the most in
Qi-Deficiency group, and B type lesion( 51.6% ) ranked first in Yin-Deficiency group, while C type lesion
(60.5% ) constituted the majority in Yang-Deficiency group, only B type lesion were detected in
Yang-collapse group. There were also significant differences in the distribution of coronary artery stenosis
type among primary Deficiency Syndrome groups ( X= 23.789, P=0.001) . [ type stenosis (57.3%)
constituted the majority in Qi-Deficiency, Il type lesion (47.9% ) ranked first in Yin-Deficiency group,
while Il type lesion (41.4% ) was the most in Yang-Deficiency group. There were only 2 cases of [l

type lesion in Yang-collapse group.
3. Correlation between CAG results and severity of Blood stasis Syndrome in TCM-SDT of CHD

(1) Relationship between number and severity of coronary artery lesion and severity of Blood stasis

Syndrome

There were significant differences in the distribution of coronary artery lesion number among various
degree Blood stasis Syndrome groups ( X=72.407, P<0.001) . The percentage of one-artery lesion was
63.1% in slight Blood stasis Syndrome, and the percentage of one-artery lesion ( 30.6% ) , two-artery lesion

(36.1% ) and three-artery lesion( 33.3% ) was approximately close in secondary Blood stasis Syndrome,
while three-artery lesion ranked first in serious Blood stasis Syndrome ( 63.4% ) . From slight Blood stasis
Syndrome to serious Blood stasis Syndrome, average number of coronary artery lesion increased one by
one, and there were significant differences among them ( P<0.05) . There were significant differences in
Gensini score among primary Deficiency Syndrome groups ( F=96.511, P<0.001 ) . Gensini score of slight
Blood stasis Syndrome group was lower than that of secondary and serious Blood stasis Syndrome groups

(all P<0.01) ; Gensini score of secondary Blood stasis Syndrome group was lower than that of serious

Blood stasis Syndrome group ( P<0.01) .



(2) Relationship between ACC/AHA type or form of coronary artery lesion and severity of Blood stasis

Syndrome

There were significant differences in the distribution of coronary artery lesion ACC/ AHA type among
various degree Blood stasis Syndrome groups ( X=42.424, P<0.001 ). A type lesion( 51.2% ) was the most
in slight Blood stasis Syndrome group, and B type lesion (44.4% ) ranked first in secondary Blood stasis
Syndrome group, while B type (48.4% ) and C type lesion (43.0% ) constituted the majority in serious
Blood stasis Syndrome group. There were also significant differences in the distribution of coronary artery
stenosis type among various degree Blood stasis Syndrome groups ( X= 28.305, P<0.001 ). | type stenosis

(57.3%) was the most in slight Blood stasic Svndrcme gicup, 1 type stenosis (37.1% ) and II type
lesion ( 40.4% ) constituted the majority in secondary Blood stasis Syndrome group, while Il type lesion

(45.0%) and Il type lesion(36.7% ) constituted the majority in serious Blood stasis Syndrome group.

Conclusion: 1. (1) From Blood stasis Syndrome, Qi stagnation-Blood stasis Syndrome to Phlegm
Turbid-Blood stasis Syndrome, Phlegm heat-Blood stasis Syndrome, and to Cold condensation-Blood stasis
Syndrome in secondary Excess Syndrome of CHD, not only did coronary artery lesion number increase
unceasingly, and its stenosis become gradually serious, but coronary artery lesion developed from simple to
complicated. This showed that the development of secondary Excess Syndrome in CHD was from Blood
stasis Syndrome, Qi stagnation-Blood stasis Syndrome to Phlegm Turbid-Blood stasis Syndrome, Phlegm
heat-Blood stasis Syndrome, and to Cold condensation-Blood stasis Syndrome. (2) Unstable coronary
artery lesion was more detected in Phlegm heat-Blood stasis Syndrome, while stable coronary artery lesion
was more detected in the other four secondary Excess Syndromes, but complicated lesion constituted the
majority in Phlegm Turbid-Blood stasis Syndrome and Cold condensation-Blood stasis Syndrome. 2. (1)
From Qi-Deficiency, Yin-Deficiency to Yang-Deficiency in primary Deficiency Syndrome, not only did
coronary artery lesion number increase unceasingly, and its stenosis become gradually serious, but coronary
artery lesion developed from simple to complicated. This showed that the development of primary
Deficiency Syndrome in CHD had a background in coronary artery pathological anatomy. Coronary artery
lesion is simple and stable in Qi-Deficiency but stable and complicate in Yang-Deficiency, while unstable
coronary artery lesion was detected relative more in Yin-Deficiency. Coronary artery was blocked in
Yang-collapse, because pump failure of heart resulted in the occurrence of Yang-collapse. 3. From slight
Blood stasis Syndrome, to secondary Blood stasis Syndrome, and to serious Blood stasis Syndrome, not
only did coronary artery lesion number increase unceasingly, and did its stenosis become gradually serious,
but coronary artery lesion type developed from A type to B type and C type. 4. There was a correlation
between TCM-SDT and CAG results in CHD. It was valuable in clinical practice that some CAG indices

were regarded as objective markers of TCM-SDT and severity of Blood stasis Syndrome in CHD.

Key words: atherosclerosis  coronary arteriography  coronary heart disease

TCM Syndrome Differentiation-type



Part Two: Relationship between the Levels of Hcy and hs-CRP and TCM Syndrome

Differentiation-type in Coronary Heart Disease

Both hyperhomocysteinemia and C-reactive protein ( CRP ) are thought to be independent risk factors of
coronary heart disease ( CHD ) . There is no systemic investigation about the relationship between the TCM

Syndrome Differentiation-type ( TCM-SDT ) with CHD and the levels of Hcy and CRP yet.

Objective: To study the c.orrelation between Hey , CRP and severity , activity of coronary artery lesion,
the relationship of Hcy and CRP and traditional risk factors of CHD, and the variance of levels of Hcy and
CRP among the TCM Syndrome Differentiation-type( TCM-SDT ) and among various degree Blood stasis
Syndrome with CHD.

Methods: 1. 173 patients with CHD who were finally diagnosed by CAG were divided into different
groups according to different criteria for recruiting. 2. Patients’ TCM-SDT was differentiated. All 173
patients had secondary Excess Syndrome, among them 26 patients with Blood stasis Syndrome, 42 with Qi
stagnation-Blood stasis Syndrome, 39 with Phlegm Turbid-Blood stasis Syndrome, 47 with Phlegm
heat-Blood stasis Syndrome, and 19 with Cold condensation-Blood stasis Syndrome. 157 patients with
obvious primary Deficiency Syndrome, among them 81 were Qi-Deficiency, 37 Yin-Deficiency, 22
Yang-Deficiency, and 17 Yang-collapse. All the 173 patients had various degree Blood stasis Syndrome,
among them 48 with slight, 66 with secondary, and 59 with severe. 3. 43 age-matched adults involved
normal group( 19 samples ) and coronary angiography ( CAG ) normal group( 24 samples ). - 4. Patient’s
fasting plasma tHcy was measured with high-performance liquid chromatographic fluorescent method
( HPLC-FD ) , and fasting plasma hs-CRP with Immunoturbidimetric test. 5. Subsequent statistic

processing included analysis of variance and t test.

Results:
1. The change of plasma tHcy and the relationship between tHey and TCM-SDT in CHD

(1) The tHey concentration of CHD group ( 19.15+9.03 pmol/L ) was obviously higher than that of
normal group (7.87+2.73 wmol/L) and CAG normal group ( 8.91 +3.64 wmol/L ) (all P<0.01 ), and
there was no obvious difference between the two latter groups. The tHcy concentrations of sub-groups with
CHD were obviously higher than that of normal group and CAG normal group (all P<0.01) , those
sub-groups involving (Dsub-groups according to clinical diagnosis,@whether or not myocardial infarction

(MI) ever, @the number of coronary artery lesion, WACC/AHA type of coronary artery lesion, (5
form of coronary artery stricture, 6Gensini score of coronary artery lesion. The tHcy concentration is not
obvious different among clinical diagnosis groups; but MI group was obviously higher than non- MI group

( P<0.01 ) ; one-artery lesion group obviously lower than two-artery lesion group ( P<0.05) and

three-artery lesion group( P<0.01 ); A type lesion group obviously lower than B type lesion group( P<0.05 )

9



and C type lesion group( P<0.01); Il type lesion group obviously higher than I type lesion group and 1l
type lesion group ( all P<0.05 ) ; Gensini score <20 group obviously lower than Gensini score 20~40 group

and Gensini score >40 group ( all P<0.05) .

(2) All patients were divided into two groups according to each risk factor of CHD. The results showed
that the tHcy concentration of male is higher than that of female, the tHcy concentration of smoker higher
than that of non-smoker; but there was not remarkable difference between high-risk age group and low-risk
age group, between hypertension group and non-hypertension group, between hyperlipemia group and non-

hyperlipemia group, and between family history group and non-family history group.

(3) TCM-SDT in CHD showed some significant results. Whether Blood stasis Syndrome, Qi
stagnation-Blood stasis Syndrome, Phlegm Turbid-Blood stasis Syndrome, Phlegm heat-Blood stasis
Syndrome, Cold condensation-Blood stasis Syndrome, or Qi-Deficiency, Yin-Deficiency, Yang-Deficiency,
Yang-collapse, and various degree Blood stasis Syndrome with CHD, their tHcy levels were obviously
higher than that of normal group and CAG normal group (all P<0.01 ) . The tHcy level of Blood stasis
Syndrome group was significantly lower than that of Phlegm Turbid-Blood stasis Syndrome group and that
of Cold condensation-Blood stasis Syndrome group ( all P<0.01 ) ; Qi stagnation-Blood stasis Syndrome
group was also significantly lower than Phlegm Turbid-Blood stasis Syndrome group (P<0.01) and Cold
condensation-Blood stasis Syndrome group ( P<0.05 ) ; Yin-Deficiency group was significantly lower than
Qi-Deficiency group (P<0.05) and Yang-Deficiency group (P<0.01) ; slight Blood stasis Syndrome

group was significantly lower than serious Blood stasis Syndrome group ( P<0.01) .
2. The change of plasma hs-CRP and the relationship between hs-CRP and TCM-SDT in CHD

(1) The hs-CRP concentration of CHD group (4.87 +2.89mg/L) was obviously higher than that of
normal group (1.29+1.19 mg/L ) and CAG normal group ( 1.61+1.32 mg/L) (all P<0.01), and there
is not obvious difference between the two latter groups. The hs-CRP concentrations of sub-groups with
CHD were obviously higher than that of normal group and CAG normal group (all P<0.01) , those
sub-groups involving (Dsub-groups according to clinical diagnosis,@whether or not MI ever, @the
number of coronary artery lesion, @ACC/AHA type of coronary artery lesion, Gform of coronary artery
stricture, ©Gensini score of coronary artery lesion. The hs-CRP concentration of unstable angina pactoris

(UA ) group and that of acute myocardial infarction ( AMI) group were obviously higher than that of
stable angina pactoris( SA ) groups( all P<0.01 ); there was no obviously difference between MI group and
non-MI group; one-artery lesion group was obviously lower than three-artery lesion group( P<0.01 ); B type
lesion group obviously higher than A type lesion group and C type lesion group( all P<0.01 ); Il type lesion
group obviously higher than [ type lesion group and Il type lesion group( all P<0.01 ); Gensini score <20

group obviously lower than Gensini score 20~40 group ( P<0.01 ) and Gensini score >40 group ( P<0.05 ).
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(2) All patients were divided into two groups according to each risk factor of CHD. The results showed
that the hs-CRP concentration of male was higher than that of female, the hs-CRP concentration of
hypertension group higher than that of non-hypertension group, the hs-CRP concentration of diabetes
mellitus (DM ) group higher than that of non-DM group, the hs-CRP concentration of smoker higher than
that of non-smoker; but there was not remarkable difference between high-risk age group and low-risk age
group, between hyperlipemia group and non- hyperlipemia group, and between family history g.roup and

non-family history group.

(3) There were some significant results about hs-CRP in TCM-SDT of CHD. Whether Blood stasis
Syndrome, Qi stagnation-Blood stasis Syndrome, Phlegm Turbid-Blood stasis Syndrome, Phlegm
heat-Blood stasis Syndrome, Cold condensation-Blood stasis Syndrome, or Qi-Deficiency, Yin-Deficiency,
Yang-Deficiency, Yang-collapse, and various degree Blood stasis Syndrome with CHD, their hs-CRP levels
were obviously higher than that of normal group and CAG normal group ( all P<0.01 ). The hs-CRP level
of Qi stagnation-Blood stasis Syndrome group was significantly lower than that of Phlegm Turbid-Blood
stasis Syndrome group and that of Phlegm heat-Blood stasis Syndrome group (all P<0.01) ; Qi
stagnation-Blood stasis Syndrome group was also significantly lower than Cold condensation-Blood stasis
Syndrome group (P<0.01) , and Phlegm Turbid-Blood stasis Syndrome group significantly lower than
Phlegm heat-Blood stasis Syndrome group (P<0.05) . The hs-CRP level of Qi-Deficiency group was
significantly lower than that of Yin-Deficiency group and Yang-collapse group ( all P<0.01) ,
Qi-Deficiency group was also significantly lower than Yang-Deficiency group ( P<0.05) ; serious Blood
stasis Syndrome group was significantly higher than slight Blood stasis Syndrome group (P<0.01) and
secondary Blood stasis Syndrome group ( P<0.05) .

Conclusion: 1. plasma tHcy level of patients with CHD was abnormally high. It could be relative to
plasma high tHcy level that male and smoker suffer from CHD easily. Plasma tHcy level of CHD had
relation to number, severity and course of coronary artery lesion, but irrelative to its stability. This showed
that Hcy causing As, moreover, resulting in CHD was increasing procedure. 2. plasma hs-CRP level of
patients with CHD was abnormally high. It could be relative to plasma high hs-CRP level that the patients
of hypertension and diabetes mellitus suffer from CHD easily. Plasma hs-CRP level reflected severity and
stability of coronary artery lesion. This shows that CRP has reference value in clinical diagnosis of CHD,
estimates the severity of patient’s condition, and has value in predicting prognosis. 3. Because TCM-SDT
and the severity of Blood-stasis Syndrome in CHD had relation to plasma levels of tHcy and hs-CRP, It was
valuable in clinical practice that tHcy and hs-CRP were regarded as objective markers of TCM-SDT and
severity of Blood stasis Syndrome in CHD.

Key words: atherosclerosis  coronary arteriography  coronary heart disease
TCM Syndrome Differentiation-type ~ C-reactive protein
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