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W OE.BR ET 2 B4 ks (T2DM) & % fiF Clg/TNF 48 % & & 3(Clq tumor necrosis factor related protein 3.,
CTRP3),Clq/TNF #8 % & & 9(Clq tumor necrosis factor related protein 9,CTRP9) 5 3 bk # £ #2 4L 9% & (atherosclerosis.
AS)#yAa R, Tk BEALEI 2014 F 1 A ~2015 F 1 A k@ HARER A 5 st AHE R 69 R AF A T2DM &3 196 4,
Ak T2DM 28, FHAR 38 20 2 Bk & 5 5 9 A8 75 25 B 3 5 o 48 kg 4% 3 Bk #5 AF AR AL 20 CAS 21, 71 1) o 3 2 48 SR 21 (3F
AS 28,125 #)) . 5 S R ALIL BUR] 4k B Ak Al 152 AR S B A B, 8 BT AT %X 09 4k E 4 (BMD L B B (WO LK
B (HIP) . B2 Y6 (WHR) K 4 & (SBP) , 47 7k /& (DBP) . = L 2 #5 (FBG) . & 5 2h 4% (2hPBG) , #8462 22 & & (HBAlce) ,
ZELH (TG, &2 B 82 (TC) . & % A& & 12 B 5 (HDL-C) . & % £ Jis & @ 2 B] 8 (LDL-C), CTRP3 % CTRP9., #&#
DOT2DM 48 7 5 iE 7 2 B 20 Y48 CTRP3(0. 674£0. 34 ng/ml vs 0. 99£0. 32 ng/ml), CTRP9(9. 04 43. 11 ng/ml vs
12.11£2. 89 ng/mD , HDL-C(1. 48+ 0. 27 mmol/L vs 1. 234 0.57 mmol/L),FBG (4. 62+ 0.53 mmol/L vs 9.414 2.61
mmol/L) ,2hPBG(5. 90+0. 80 mmol/L vs 11. 55+3. 20 mmol/L) ., HBAlc(4. 86 40. 45 mmol/L vs 8. 79+2. 14 mmol/L)

LDL-C(2. 4840. 36 mmol/L vs 3. 5840. 89 mmol/L) , TC(3. 64+ 1. 10 mmol/L vs 5. 770. 97 mmol/L) , TG(1. 23+0. 34
mmol/L vs 1. 71£0. 75 mmol/L) 25 A %t 5 £ F B & L (1= —13.069~5. 83, P 4635 <C0.01). QAS@ 54 ASZt
# CTRP3(0. 6740. 34 ng/ml vs 0. 9940. 32 ng/mD ,CTRP9(9. 04 +3. 11 ng/ml vs 12. 1142. 89 ng/mD , F# (55. 82 %
8.80 % vs 62.4946.54 F) £ FA %t F R FMZE L (t/y =0.036~7.345, P43 <C0.01), H 4 e 7 TC(5.61+£0.90
mmol/L vs 6. 05+ 1. 02 mmol/L) ,LDL-C(3. 44+0. 80 mmol/L vs 3.83+1.01 mmol/L) £ 7[?- TA%TFREFRESL (1=

2.083~—2.197, P 1435<C0.05), @MX M % .CTRP3 5 WC(r=—0.932) .DBP(r=—0.932) ,FBG(r=—0. 856),
TG(r=—0.728), TC(r=—0. 920) 2 fi #X (P 4835 <C0.01) ,CTRPY e &4 (r=—0.958) £ A X (P 1134 <0.0D). 5

HDL-C(r=0. 860) 2 EE48 % ( P<C0.01), (L\%z’m@}@ua 4 #: WC,DBP,FBG 52 CTRP3 #9 zﬂ:i;@%lﬂ%( P<<0.01), 4
¥, HDL-C £ CTRP9 #94k 5 &1 B F (P<0.01)., £ CTRP3.CTRPY 7T & LA 30 3 Ik i A A8 AL AF L 248 Jk 9% 3 ik
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Abstract:Objective To explore the reletionship between Clq/TNF-related protein-3 (CTRP3) .Clq/TNF-related protein-9
(CTRP9) and artery atherosclerosis (AS) in the patients with type 2 diabetes (T2DM). Methods Collected clinical datas of
adults with patients with new type 2 diabetic who were in endocrinology department of Shaanxi Provincial People’s Hospital
from January 2014 to January 2015 enrolled 196 cases of T2DM group,and according to the results of carotid color Doppler
ultrasound were divided into diabetic patients with atherosclerosis group (AS group, 71 cases) and diabetes alone group
(non-AS group.125 cases) »and then randomly selected 152 cases of healthy volunteers as normal control group,all subjects
measured body mass index (BMD , waist circumference (WC) , hip circumference (HIP) , waist-hip ratio (WHR) , systolic
blood pressure (SBP), diastolic blood pressure (DBP), fasting blood glucose (FBG), 2-hour postprandial blood glucose
(2hPBG) , glycated hemoglobin (HBAlc), triglycerides (TG) , total cholesterol (TC), high density lipoprotein cholesterol
(HDL-C) ,low-density lipoprotein cholesterol (LDL-C),CTRP3 and CTRPY. Results (D The difference of serum CTRP3
(0. 67=£0. 34 ng/ml vs 0. 99£0.32 ng/mD ,CTRP9 (9.04+3.11 ng/ml vs 12. 11 £ 2.89 ng/ml), HDL-C (1.48=+0. 27
mmol/L vs 1. 2340. 57 mmol/L) ,FBG (4. 624 0. 53 mmol/L vs 9.414 2. 61 mmol/L),2hPBG (5. 9024 0. 80 mmol/L vs
11.5543. 20 mmol/L) , HBAlc (4. 86+0. 45 mmol/L vs 8. 7942. 14 mmol/L) ,LDL (2.48+0. 36 mmol/L vs 3. 5840. 89
mmol/L), TC (3. 6474 1. 10 mmol/L vs 5. 7740. 97 mmol/L), TG (1.23+0. 34 mmol/L vs 1. 7140. 75 mmol/L) (t= —
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13.069~5. 88, P all<{0. 01) in T2DM group and normal control group were significant. @ The difference of serum CTRP3
(0. 6740. 34 ng/ml vs 0.9940. 32 ng/ml),CTRP9 (9.04=43.11 ng/ml vs 12. 11£2. 89 ng/ml) , the age (55. 82+ 8. 80
year vs 62.49+6.54 year)(l/){2 =0.036~7.345, P all<<0.01),TC (5.61+0. 90 mmol/L vs 6. 0541. 02 mmol/L),LDL-C
(3.44=+0. 80 mmol/L vs 3.83=+1.01 mmol/L) (t=—2.083~—2.197, P all<{0. 05) in T2DM group and non-AS group
were significant. Serum levels of TC (5. 6140. 90 mmol/L vs 6. 05+1. 02 mmol/L),LDL-C (3. 44+0. 80 mmol/L vs 3. 83
+1. 01 mmol/L) difference were also statistically significant (t= — 2. 083~ —2. 197, P all<{0. 05). @ CTRP3 negatively
correlated with WC (r=—0.932),DBP (r=—0.932),FBG (r=—0.856),TG (r=—0.728),TC (r=—0.920) (P
0.01),CTRPY negatively correlated with age (r=—0.958), positively correlated with HDL-C (r=0.860) (P<0.01). @
Multiple Stepwise regression analysis showed that WC,DBP,FBG would be independent risk factors of CTRP3 ( P<<0.01)

and the age, HDL-C would be independent risk factors of CTRP9 ( P<C0. 01). Conclusion

CTRP3,CTRPY9 may have anti-

atherosclerotic effect,is diabetic atherosclerosis protection factor.
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Clq/TNF # 3% H (Clq tumor necrosis fac-
tor related protein, CTRPI{E b —ZE BB L FhiE Ty
IR IR B 7 9 g AT &3 . B N AMIF 58 3
B, CTRP Z% A D e 98 A8 N  FEA I W e 3 ik
W FE AT Ak Catherosclerosis, AS) 251t f2 h & 15 B 38
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RUBE R (T2DM) 5 AS (%) 5 2 b Ja] 38 95 ] 7,
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1.2 KA Ao AL % I CTRP3, CTRPY ] & ik
FamAaRNEEEY TEARNA., W&
FBG, 2hPBG, TC, TG, HDL-C #1 LDL-C, % H
PUZS-300 414 H sh B L Hr . & HbAlc
fifi F H A4 [ shiifk i 21 2 [ 2 57 AL (ADAMST-
MAlc HA-8160) , 2k H & &% W& #H )2 #1  (HPLC
2. Bl kO A R R A S5 E R AN -HD11XE
A 238 R R 2 WL
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A 2R o A L R L (WHR) =
FER Cem) /B Cem) ; M K EH N & & T B IR E
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CTRP3,CTRPY ] % >R B BT I O il 1 fie 328 W B
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T hRUE2E (o) Faw 41 R H 55 19 2t 57 B A 25 5K
¢ R 5, THECTORH ] LG AR F PO A% R BRI o K
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W F. R £ o0& 4 M E I 5 B i 1k
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2.1 Ewxmal T2DM 4ik  JLFE 1,
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BESRVWAGIFREEE X,
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2.3 X MHx  CTRP3 5 WC,DBP, FBG,
TG, TC 27K (P<<0.01); CTRPY FI4E#E & 171
A3 (P<<0.01),5 HDL-C £ IFAH % (P<<0.01),
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oR R BE AL CAS) K i 25 UM i3 G I PR i 7 S 2 v v
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ok T REN B W RO A U S . BT T
Bl PR R LA A8 B LD v AN B A 2 R T S
izl B kA KRN CTRP K 16 Mt it 2 v
P Tt g AT SR TE

CTRP ZEAE Jy— 3 EZ MR DT N 7 5 5 e
R (APN) HA [A] P I 78 P9 70 6 A3 L 0 1M 4

K CTRP K2/ 4045 15 A i1, B CTRP1~
CTRP15, H & 11 45 H A A7 LM & B4R ST
P i CTRP3 K2 CTRPY Jy v i b 75 1t 55
H., WF58 M CTRP3 & CTRPY ¥ BA FAK i B
DL K ASAEPEH,

A BF 53 AIE S CTRP3 BRI 2% 45 4 B 19 &
SEHLN IF A T 5 2% T 2 3 o 40 D S5 2
ok 2L 7] 25 W T R B R RE 4 DY AR IO B
7~,T2DM H 3% Il 7§ CTRP3 # 1F % %F B2H 1%, ik
A W S A R I8 A0 25 A FH 55 5 DT I A 7K

SRS )T K EE BB . BEFA N BRIEEE EThE.
=1 EEXBAEAS T2DM 4A,3E ASAE5 ASAIGKR &£ LIEFRLL R ()
IR 4 4 4 4
5B X IR T2DM 4 I Pl I AS 4 AS :ﬁ vy Pl
(n=152) (n=196) (n=125) (n=171)
() 57.62+8. 64 58.25+8. 64 —0.427  0.67 55.82+8. 80 62. 49+6. 54 —3.903  0.000
PR /40 76/76 100/96 0.036 0.17 64/61 37/34 0.015 0. 885
BMI(Kg/m2) 24,5542, 72 24,3742, 59 0. 402 0. 689 24,4442, 69 24, 242,45 0.373 0.710
WC(cm) 91.06+9. 21 91.02+8.71 0.024 0.981 90. 95+9. 06 91.14+8. 21 —0.103  0.918
HIP(cm) 99. 00+6. 51 98. 84+6. 14 0.145 0. 885 98. 74+6. 23 99. 03+6. 06 —0.222  0.825
WHR 0.9340. 08 0.9140. 07 1.068 0.287 0.9140. 07 0.9240. 05 —0.653  0.515
SBP(mmHg) 117.38+11. 31 119.294+11.61  —0.963  0.337 17. 77411, 24 1219441193 —1L.712  0.090
DBP(mmHg) 77.2348. 11 77.05£7.77 0.132 0. 896 76.85+7. 99 77.40£7.47 —0.331  0.742
FBG(mmol/L) 1.6240.53 9.4142. 61 —13.069  0.000 9.60%2. 35 9.094+3. 02 0.911 0. 365
2hPBG(mmol/L) 5.9040. 80 11.55+3.20 —12.52  0.001 11.38+3. 24 11.84+3. 14 —0.684  0.496
HbA1C(%) 4.8640. 45 8.794+2.14 —13.084  0.000 8.954+2.13 8.5142.17 0.971 0.334
TG(mmol/L) 1. 2340. 34 1.7140.75 —4,426  0.003 1. 6740. 67 1.79+0. 88 —0.790  0.431
TC(mmol/L) 3.64£1.10 5.7740.97 —12.17  0.002 5. 6140. 90 6.05+1. 02 —2.197  0.030
HLD-C(mmol/L) 1. 4840.27 1. 2340. 57 2.986 0.003 1 1740.42 1.35+0. 76 —1.495  0.138
LDL-C(mmol/L) 2.4840. 36 3.5840.89 —8.535  0.000 3.4440. 80 3.83+1.01 —2.083  0.040
CTRP3(ng/ml) 0.9940. 32 0.6740. 34 5. 443 0. 004 0.7940. 26 0.4740. 37 4. 832 0. 000
CTRPY(ng/ml) 12.1142. 89 9.0443. 11 5. 88 0. 000 10. 46£2. 65 6.58+2.18 7.345 0. 000
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K N B 4. b, CTRP3 1 LA /D ifi 45 F
T LZE I S AS B rb 85 R A UOAR 38 A U s 0l 45
SV LA A B AT I B AE LR AS KR . AHE
5 AS 41 1% CTRP3 /K4 E AS A FE1%, 32
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