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(FZE) BR WERERHE & IFA Cm B TR P EIEE M JE BB £ (adiponectin, APN) 0 # & C R i & & (hypersensi-
tive3 C-reactive protein,hs—CRP)#1 &k F, 7 # APN #7 hs—CRP Z 48 R & 3 A O e F R A &% F oy Bl i, Fik k&
HeBRmAEFRCRTEE D WATEA P ED B AR B S T4 ik M P4 & % 4 30 4, % & B8 41 30 ¢, & A5 %
A E % A B % APN hs—CRP A& F # FPG . TC TG .LDL HDL HbAlc & F, & JH 43 % O % o 47 4 1] 22 5 R 4647 2 18 b9 42
KM, G5B X4 APN A hs—CRP {4 4 5 % (10.73£1.44) pg/mL 7 (1.1420.31) mg/L, & I # i 4 APN F2 hs—CRP {4 % 5
H(6.72+1.22) pg/mL 7 (3.91+£2.75) mg/L, 5 i H B 4 APN 7 hs—CRP 1 4 5| % (7.41£1.26) pg/mL 7 (6.92+3.38) mg/L.
VAP 40 A R 0k P4 APN ARt B 4L BRI, 2 R H B F A iH ¥ L (P<0.01), A WP E 414758 0k I 41 hs—CRP £
MBANEAT,ERALELITFENL(P<0.01), 5 E 4 APN hs—CRP A PR TR M4, 2R AR FE XL (P<
0.05,P<0.01).&5i& APN # hs—CRP 5 # X & & JF & 0| A W iE % R & 7 . APN A1 hs—CRP i 7% K F 3 42 Jk 7 & 9 &
REEBRTHSEEL , NEFHEEFEN, APN # hs—CRP R R A H B O R BT BALA -5 EMNME,

(KB|) BRME AN ; AW ;5K H L APN;hs—CRP; 48 X

(FE 4 %5 JR256.2;R541.4 (X BERAG)B (X E 42 )doi:10.3969/).issn.1674-070X.2017.010.015

Relationship Between TCM syndromes with APN and hs—CRP Levels in
Diabetes Mellitus Patients with Coronary Heart Disease
LIN Xiangdong', XIANG Ming®*, HUANG Huiyong’*
(1. The First Affiliated Hospital of Hunan University of Chinese Medicine, Changsha, Hunan 410000, China;
2. Hunan Unwversity of Chinese Medicine, Changsha, Hunan 410208, China)

(Abstract] Objective To observe the levels of blood serum adiponectin  (APN) and high-sensitive C-reactive protein
(hs—CRP), illuminate the relationship between TCM syndromes with APN and hs—CRP Levels in diabetes mellitus (DM) pa-
tients with coronary heart disease (CHD). Methods 60 patients (deficiency of Qi-Yin group and blockade of phlegm-turbidi-
ty group) and 30 normal people (normal control group) were collected according to the diagnostic criteria of DM with CHD
Western medicine and TCM. The levels of blood serum APN, hs—CRP, FPG, TC, TG, LDL, HDL and HbAlc were tested in
all groups, and the relationship between indicators and all groups were analyzed by the statistical method. Results The levels
of APN and hs-CRP in control group were (10.73x1.44) pg/mL and (1.14+0.31) mg/L, respectively. The levels of APN
and hs—CRP in deficiency of Qi and Yin group were (6.72+1.22) pg/mL and (3.91£2.75) mg/L, respectively. The levels APN
and hs—CRP in blockade of phlegm—turbidity group were (7.41+1.26) pg/mL and (6.92+3.38) mg/L, respectively. The APN an
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d hs—CRP in deficiency of Qi-Yin group and blockade of phlegm —turbidity group were significantly lower than the con-

trol group, there was significant difference (all P<0.01), and the levels of APN and hs—CRP in deficiency of Qi and Yin group

were significantly lower than those in the control group (P<0.01). Conclusion The deficiency of Qi and Yin syndrome was

closed related with APN, hs—CRP in DM patients with CHD. Therefore, APN and hs—CRP have some reference value for syn-

drome differentiation and treatment of DM with CHD.

[Keywords) diabetes mellitus with coronary heart disease; deficiency of Qi—Yin; blockade of phlegm—turbidity; APN; hs—

CRP; correlation

5L 039 (coronary heart disease , CHD) f& B /K #5
1Y BRI T KAE , 9 55% 1) N KE PRI 8
IR T . WEFER I SRR IR AN HEAH L,
PRI% & CHD RYSET KRS TH i 3~5 1%, FIEEREIR
I IO IR AL A 22 T LY, VR 2 s R IRk &R
(adiponectin, APN)? j##{ C Jzii# H (hypersensitive3
C-reactive protein,hs—CRP)® 55RO =
HA 5, APN (hs—CRP 51 JR A 5 I 5 /0 i 149 A1 DG
WFE 2B T BERS 3275 APN hs—CRP 7]
L2 JEAE WS DR & I 5k s B IE 43 AU 19 26 00 Fi
B B I7 380 TR 228 MKl o AS WIF 90 R Tl 056 H 93 T
B2 56 (ELISA) K 135 APN hs—CRP /K3, #3} H:
5508 PRI 5 IF e 0095 HH B TR B T BE AT AE B AH DG

1 FRETHZE

1.1 WFoExt4

W 2013 4 3 H & 2014 4 3 H eI p b EE
2R 2R — W a2 B 9 4 BT 192 B AT B 3 B A7
TFE A ABRUER B 60 B, ARG B A K 25 5Ly fgt
SR B NFE 30 ], e AL Sk 1 43 hy 8 e AT BHL2
B M 2N I 6 BRAE R 30 o], gk v pAl
FHZHE 17 0, 22 13 B, V- ¥ 4R % (55.56+9.81) % 5
SR 15 6], 2 15 B, FHFER (6421
11.58) %, XHRAF 16, L 14 ], FI4ER
(53.53+8.04) % ,
1.2 a9 e s o
1.2.1 BRI ZWibRE 55 1999 4 WHO B¥ IR
9o B2 KT B AR (1) 23 B I =7.0 mmol/L; (2)
75 g F i A 2 0 I i X 52 h B =111 mmol/L;
(3) A S AL IO RE AR B 1M S S 0 B Bl L
IMAE=11.1 mmol/L, J&.C>J512 Wrbn I, i i B &
N 45 A AR S PR SRR A e s A B R 2R AR AR 9K
I A AE B a5, SR A I 56 0 9 ) T REE |, I i — 2D 1
L5 S RIRH S A A 5 SR Y SEal B AR 12 W AR
S %, A2 W JCARE IR A SO e AR R S S D
F, P - Al 3 5 B s A8 A A AE O LB I, HE B At
SR i SR A e fE B R 2R ek Tk s m 48

148 75 AR AT B2 T, R AT 22 TE AN Y 5 ik
CT 15 .
122 TEZSERRE "2 282002 4 TA R
L] 24 3 25 1 R AV 5 48 5 JEL 0] ) AT 2007 4F i Ag
R 242 oM DR 2 OB PR s v BE BTG 46 1 ) 1Y)
A AR UE: (1) H8 24K, 4 Z Y1, IR 2 1 i P 28
DL o (2) B0 ol 9 , 5L DO i i 00 75 6 2 (LU g o)
WA R o (3) 0 R PRTAG: £A5 AT le a  oi 2% w8 i
AR H M P EFRE R B 2 DAL 8
1A FAEF 2 A UOE 25 G & Ik 5 B0 a4 %2 A8 R iR
B (DSHAPENY ERE B2 DM
ol B IR AR, URRE - VTR R K T
DA R IR 2R AR, HR . H A, K
FER, B MR, IRG  DKoX s A%, (2) R il
B2 SRE O R e 6 R, R, Shw L IR
i ARG BRI R 2 . W IR, B
o Wk . ks,
123 HEBRbrE e ER O WUAESE , SR 5E
Jod RS B g 2 vl 2k BT RO 2 I R 1Y R
5 ANBEHT P N IR RERE 2535
1.3 Kl gy ik

(1) LB ARG 0 - X6F - o BH AR AR SR 00 2 o, ot
17 OGTT, it sk %5 8 M B T 2 /N Bf B 45 5 © 2 Wi
BRI B, ICsR ARG REDL . 2S5 IS 1K,
(2) I3 APN hs—CRP,, (3 ) I A5 - i 775 . AR i st
(TC) , H il = F& (TG) , = % B JI§ 4 71 JIE [ i (HDL-C)
15 5% J3 D 4 11 JIH [& B (LDL—C) . PEIE I & )5 1 . R
JH WG 505 1 (ELISA ¥ ), 21250 & 10 W 347 4
LioR1ILN
1.4 Geils#hb P

K JH SPSS 17.0 GebH 4 e vy B0dl g 5 i
GERELL “xts " Fom s IR R Se EAT O 25 SR R B
Jr 255505, WAL B ARk H Independent—sam-
ples T K5 ; 22 2480 L85, 77 22 40 BT 9 0 LL 3R
q K5, B8R ] One-Way ANOVA 9 LSD i ;
J5 ZEAFENT, SRH Tamhane’s T2 Dunnet’s T3 ¥,
bR Z 1] 4 RH OGP 43 B R FH G PR AR DG 43 #T
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2.1 HHAIERR LR
5%y b, AN R 44 R 8 i P BH 41
TC .LDL.FPG HbAlc Jt & , 2 %A B E5ITH#E X

(P<0.01), B AIBHA TG IR T, Z R A G E
SC(P<0.05) , B P #2008 A BH 41 HDL R AT,
EZRABEGIFE L (P<0.01); #ItHBH4] TG
K T R 4L, 8 1 P BH 41 Hb A 1e AR T3]
P4, 22 A ST L (P<0.05), W& 1,

x| BFAENERIER (n=30,x+s)
2H 5 TC/mmol - L™ TG/mmol - L™ HDL/mmol - L LDL/mmol - L FPG/mmol - L HbAlc/%
Xf B4R 4.35+1.26 2.18+0.62 1.39+0.21 2.39+0.58 4.56x1.3 5.49+0.3
B R 4L 5.61+1.42%%* 2.35+1.16 1.22+0.33%%* 2.86+0.73%%* 10.08+3.81%* 9.48+2.5%%
98 1t PA] B 2 5.38+1.12%%* 3.09+1.52%" 1.26+0.22%%* 2.67+0.72%* 10.82+3.56** 8.47+1.3%%™
2 5% B L HR *P<0.05,#%P<0.01 ; 5 BT K 20 b4 5 P<0.05 .
2.2 APN Fil hs—CRP /K b4 3 iFit

SR ZH RN D0 PR BH 2 APN 458 %) R 2 B 5
FEAIC, 22 57 A & ge it 208 L (P<0.01) 5 B M9 jE 41
FIGE P BH 4] hs—CRP X FEAH M BT, 254
G 2E 3 L (P<0.01) , JBIM 41 APN 7KK
TRMHA AL, ZR A58 L (P<0.05),hs—
CRP /KR T A1 BHAL, 2 % F B E 522 L
(P<0.01), W#% 2,

* 2 KAIMF APN hs—CRP K FE Lb % (xts)

Eil] n APN/pg-mL™! hs—CRP/mg- 1"
it B 401 30 10.73+1.44 1.14+0.31
AR AL 30 6.72+1.22%% 3.912.75%+
998 1 A BEL£ 30 7.41+1.26%A 6.92+3.38 A4

T 5 IR A+ P<0.01 5 50 B W 2 41 L A P<0.05, A A P<0.01,

2.3 MRS T

APN 5 HbAle MK, ZRA R ESRIT¥E
X (P<0.01),55 HDL 2 1EAMH &, A 51t 3 L (P<
0.05), 5 FPG.TC.TG .LDL & fi 3¢, K& it &
X (P>0.05) ;hs—CRP 5 HbAlc FPG.TC TG & iF A
X, KGi¥#=E Y (P>0.05), 5 LDL 21EME, 5
HDL 2 A, A4t L (P<0.05);APN hs-
CRP W # Z [a] 2 i AH M, TS5 L (P>0.05)
W3,

% 3 APN.hs-CRP 52 EigtR X E S

APN hs—CRP
i H
r p r p
HbAlc -0.522 0.007 0.445 0.212
FPG -0.214 0.139 0.187 0.156
TC -0.308 0.135 0.325 0.236
TG -0.184 0.378 0.274 0.089
HDL 0.484 0.014 -0.411 0.015
LDL -0.337 0.099 0.550 0.049
hs—CRP -0.219 0.093

APN i Arita SF 4, J&—FP 40 N 5, 322
A D ZH 2050 W, HoA Z Rl A VR, Qi e i R
TURR M P WE S ARG 5 A8 BT 58 R AE 22 5 ik ok) A
WA fF o B BRI R AEZE A AR Sk 32 14k 1K
SRR BR TS L AR 1 R (AMPK ) 38 554 fin i i R 4R
A, A i 25 M 7 T 7K T i ek R AR, g
Ak APN if 7] 2855 cAMP-PKA 38 % TNF—o ]34
i) NF-kB 5758 32 255 S D], 980 1% VCAM-1
E-#E# 2 & ICAM~1 ) mRNA , M\ i F A1 i 5 96 5
1) 2 H 2609 hs—CRP J& — B e A (B 1 2P i A 2
F R ARG — D EHERAEFREY AN FER
Jit [ hs—CRP BRI A R, (A 5 8 ge R
O B L5 95 05 1) A T e T % DDA R 7181 hs—
CRP A LA B8 09 A2 BV T . (1) FIH 28 3G %08
TG AMA 28T 28 VA SRR TR, 266 BRI 7 0k 4 S 7
TR S A A A 5 (2) X6 I L 200 R A% 40 e
AAE T AUk C A IR BE 38 A D2 (b 8 PR 2R
A PR T b L A0 3 A AR T A I 4 i Y
HWEAVER 5 (3) 5 RAF 254G, 100l afn /N R s s v
0] 0t /N SR 0 AL /N A AT 0 i B ik 2D 46 E
(DB YR, TEBRINFEAL L H 41 DNA, 540
JHL R T A 20

FEATIFFE Y, 5 15 % R LA Eb < BF P R 4 A
P 1l D] BHL 41 58 L% APN 7K - I 2 B A% ,hs—CRP
KT 2 TR, 3 5 X0 Bt AE P IR SR 4 e R — 3L
1, APN 3 FEACH hs—CRP &% T & s SR s &
Wl R G I eE 0o 6 AR A R S B At AR ) e ™
B MU N FEAE B B NE FC 200 | 10 % 28 G He A 1
SAE SR FRA I, $2% APN FIFE{K hs—CRP
IR X T HE 2 s 5 JT 68 0o FBE R 1 R e
A ERERR IR AL . RS R HCHURE P 4 0 A B
RS A EL YT IR R R 2 el
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A VR KT B AR | A O T AN R B 2 ) A
FENEL J /D L, B 2 e POAE AR BRAMIE A APN 2
TEFFECERTAE T, JFASRR AR 7 1 B SR /)N B 30
MI/R G LI 32468, AE AT s/ IR 3 MI/R 10 LA
P o WG PR 1 WA 5 R JRe NI ¥ I 36 25 1 I
LI H 15 F IR A 15 2086, APN AE g SR IR b 72
254 1 A L BGRE IE . hs—CRP B4 2 i T
e PRAGE S, ASAF 52 ST 52 (%) 1E 5 Y5 LR 0~5 mg/L,
B A b 1 B0 — 4 X6 %) 71 5 P A T80 iy
B XU, HBA B XTBE AR hs—CRP K1 259
BT BLRP G O, iz I R LT R 1, 0 Kk
N AT A IEPE APN A B 6 B fIK hs—CRP 7K F
YR 259 , HA BRI R 3 5

ARWFFE IR X APN |hs—CRP 5 #H 56 52 5 % 35 A
PIAESCHEHAT T 0, 25 85 . APN 5 HbAlc 2
TG, 5 HDL 2 IEA G, A 41t 2% & L (P<0.05),
5FPG.TC TG . LDL 2HAMHE, Tl #EL (P>
0.05) ;hs—CRP 5 HbAlc FPG TC TG % 1E A5, 1
Giita#E X (P>0.05),5 LDL 2 1EA15¢, 5 HDL &
T, A G 2% 2 X (P<0.05) ; APN (hs—CRP P #
Z A2 A e, BG4 L (P>0.05) , & 7R B
PRIGA IF eO0 BE h  HbA e 7K P 5, APN %
i s HDL 7K F # 1% , APN #& ik ; Hs—CRP #% % , APN
A%, TRl LDL K 8% 5 , hs—CRP #5 , HDL /K
FEAIG  hs—CRP 5 45 JLIESE T APN Ay 450 28
FRE Wi A BT 2 I GE 22 5 fok oks A6 8 A6 A FH , 17 Hs—
CRP 5 LDL HDL HyAH 3¢ ¢ 5 7T fig 52 2 E IR 51
(4 1A 25 L RIS PR SR A5 I R S, 7 i — 2P K
FEAE B FHERR T R G AE , HE5 R AN /R ILTE
i APN 7K F Fil i hs—CRP 7K F 5 55 JR 9 45 1 76 -0
o 9 15 7 R A O

AW IE S5 R KB, B ALY APN K-
BT 26 ek P BT hs—CRP 7K - 2R T 99 et A LAY,
722 B 57 26 W APN 7K S 765 B R e 4 551K
AR 85 Wi N —8, hs—CRP 7KF 5 5% 1% & 5
LRI LAPE phCh E# BE DI OC . H U DU IR
oA IEEE O R DT T R S Ok R, KB
7R BB W T A I 35 L R IR 5 2 R BT A 8 il A B
TP P M ARORE SN R T P B R A% 25 SRR R
APN .hs—CRP 5 8 IR 9 15 I 56 00 95 9 7 1 JiE ¢
Y)W RIE A I 560 T R A T N AR N I AR
R AR T AR ISR s 1 20 2Bl
WA Z | 0 25 [0 SCER GRSl I GE T T 25 2 7
55 SEBRAE B0 L OE — BOA A 15 KFEAS I PR 52 LA
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