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[RgERE] 2 AMEB, THEEHE,; Nesfatin-1; #KEEEG 60

[(# E] BHH 32 245 R A (T2DM) % f % Nesfatin-1 A4k £,& & 60(HSP60) 5 T ML 2% 5% % (LEVD)
AR, Ak B 120 4 T2DM &% HRETHAER FHERLE AT LEVD 54 H4, LEVD 41 62 #], 3
LEVD 48 58 4], % # 3L 50 & th 4 4 B % 24 3+ B 40 ) & BT A BF 50 %7 % o Nesfatin-1, HSP60 7K -, 2 A7 o i
Nesfatin-1 HSP60 7K-F5 T2DM &% 4 5F LEVD 9 X %, £5R LEVD 41 2 # Nesfatin-1 /K -F 8] 24& F 3k LEVD
28 HSP60 7K -F 9 2 % F4E LEVD £8( P<0.05) ; R Bl LEVD 228 & % s 3% Nesfatin-1 7K 14 5 95 T 02809 3% e iy 15
A& HSP60 7K F I % 5% % & 2B 44 38 A i 71 2 ( P<0. 05) ; Pearson #8 % ML 547 B 7 , 4K ST 35 44 ( BMI) Bk (WHR) |
HEAl f 418 (HbAlc) .5 ML 4% (FPG) % MM £ % (FINS) M & % 34035 3 (HOMA-IR ) A& 55 JE g & G A2 ] B
(LDLC) %7 45 5B ( ALT) | f2 75 JUEF (SCr) | 2k & R (BUN) K-F 5 Nesfatin-1 /K-F 2 fi 48 % | &5 HSP60 K- £ iE
A% ;% % ENRR G 2 B BE (HDLC) /K -F 5 Nesfatin-1 K-F Z1EA8 % , 5 HSP60 K-+ 2 fi A8 X (P<0.05); 4 B &%
¥ Logistic &2 5 # 2 7 , Nesfatin-1 HSP60 4 T2DM %% 4-5F LEVD % 5% H % (P<0.05) , & T2DM &5
LEVD %3 o7& Nesfatin-1 7K -F 8 2 A& HSP60 /K -F-BA 51 &, LI &% % = EA2E dm E4, A LEVD 2 5 % B
%, B4 fo i Nesfatin-1 HSP60 K-+ 7 85 F & it B 74 LEVD,
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Study on the correlation between serum Nesfatin-1, HSP60 and lower extremity vas-
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[ ABSTRACT ] Aim To investigate the correlation between serum Nesfatin-1, heat shock protein 60 ( HSP60) and
lower extremity vascular disease (LEVD) in patients with type 2 diabetes (T2DM). Methods A total of 120 T2DM
patients were selected and divided into two groups according to whether the lower extremity vascular ultrasound examination
was combined with LEVD, 62 cases in the LEVD group, 58 cases in the non-LEVD group, and the other fifty healthy sub-
jects were selected as the control group, the serum Nesfatin-1 and HSP60 levels of all subjects were measured, and the re-
lationship between serum Nesfatin-1, HSP60 levels and LEVD in T2DM patients was analyzed. Results The serum
Nesfatin-1 level was significantly lower in the LEVD group than that in the non-LEVD group, and the HSP60 level was sig-
nificantly higher than that in the non-LEVD group (P<0.05) ; the serum Nesfatin-1 level in patients with different LEVD
grades decreased with the increase of the disease grade, and the HSP60 level increased with the increase of lesion grade (P
<0.05) ; Pearson correlation analysis showed that body mass index ( BMI) , waist to hip ratio (WHR) , glycosylated hemo-
globin (HbAlc), fasting blood glucose (FPG) , fasting insulin (FINS) , insulin resistance index (HOMA-IR) , low-den-

sity lipoprotein cholesterol ( LDLC), alanine aminotransferase ( ALT), serum creatinine ( SCr), blood urea nitrogen
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(BUN) levels were negatively correlated with Nesfatin-1 level, and positively correlated with HSP60 levels; high-density

lipoprotein cholesterol ( HDLC) levels were positively correlated with Nesfatin-1 level, and negatively correlated with

HSP60 level ( P<0.05) ; multivariate stepwise Logistic regression analysis showed that Nesfatin-1, HSP60 was independent

influencing factors of T2DM patients with LEVD (P<0.05).

Conclusions Serum Nesfatin-1 level in T2DM patients

combined with LEVD were significantly reduced, and HSP60 levels were significantly increased, and changed with the se-

verity of the disease.

els can help prevent LEVD in time.

2 FUBE PRI (type 2 diabetes, T2DM ) 2 A i &
HEHT (insulin resistance, IR ) & J i &% 2 (insulin,
INS) J3 WA AN JE M0 518 19 — ZE BRI, 8 IR R
(diabetes mellitus, DM) & WLIERL 41 909% ' Bl
HAERETE | T AL & AT E WAL /Y i)
T2DM T B A7 JE 4 N 25 A i fidt 5 1) e o e A
P 2 —, B ML 9 AE (lower extremity
vascular disease, LEVD) Sy T2DM & WLIf & %E, v] 5|
T M B | A ZE | BRI 5897 , B e 5 R M PR
R s S O 5 i S ] A R TS TS B
REia A HEE X, BRI shikol £Eagfk
(atherosclerosis, As) 2 T2DM & Jf LEVD B 5 5%
PRI Ay, 700 B AR D As fE B R ZE, AT ) HE R AR
LEVD & 4 #_ Nesfatin-1 N # 4 % A 2 ( nucleo-
bindin2 , NUCB2 ) R /AJIR A& At 22 98 5 ik , S5 il & R
(RE U7 40 i K 5, 2 5 N1 Re = AR A Y A
3 K 55 B 60 (‘heat shock protein 60,
HSP60) 2 — Ff 2 i A0 ) 2 1. W ge R T
HSP60 251 As kA Kok et , HuibAorsE
238 1ML 7% Nesfatin-1, HSP60 7K 75 T2DM 4 Jf
LEVD HARICHE, AOTTE i I T2DM & Jf LEVD
M Nesfatin-1, HSP60 7K, #4i+ H7F T2DM
£ LEVD &35 v iy 28 A 1 50, il R 59 & B AN
B A LEVD 22 %

1 FRFTE

— R ER

HHCA R 2019 4 1 A—2020 £ 1 A A 4wk £
EBE 8 120 7] T2DM A 2 AR 4E T ol & 4 = A &
ZH A LEVD 4 A W4 LEVD 41 62 i, o B
34 1], 4 28 ] 44 46 ~73 ¥, T3 (56.25+3.09)
%, 3F LEVD #4158 {7 , 5 d4 5 30 7] , % 28 ] ; &%
46 ~75 % FH(55.30+3.27) ¥ . AR (1)
T2DM % 4 1999 45 WHO( ¥ & & 19 4 B fn o0 £ A7
WY b W AR v (2) LEVD £ 4 (o B A R 2
W36 46 5 (2019 )Y & LEVD Az . Y &1

1.1

They are independent factors affecting LEVD.

Early detection of serum Nesfatin-1 and HSP60 lev-

RAEERE FE R R 7w s Hksh ke A
ER T LW ) BHERARXBEHBEHAR; (4) 15
KA TEH; (S REMARTERFH;(6) L
Rtk (7) TRRAR EEREARE LR
R FRE e A F YR AR R
() ‘M ALIKM MR RAERE., R
(1)1 BV R om B o KA R 45 (2) B ok
i T EUR B R A (3) R AR A T L (4)
HURAEFH; (5)WEEMERFH;(6) 2k
LR (T) SR E a4 (8)
FRUBREIKEH ., B AR50 4 K8 # KLY
AR Hp 5 28 B, 4 22 Bl F 42 ~T75 %
T (54. 8144, 11) % 5 = AL A — f K Bt
EREEFM(P>0.05), A REERBEZE R
2,
1.2 BRI

e R RS S & E I <R N N
JEE EE . &% K EX T2DM A#FE2E 0,1t
B K 45 % (body mass index, BMI) = & it & (kg)/
&% (m)” JE& I (waist to hip ratio, WHR) = & [#/
BE, B"REZHKRAS TN E LR UE E (systolic
blood pressure, SBP ). #F 5 /& ( diastolic blood
pressure , DBP)
1.3 EWU RGN

WE AR LS mL ¥ R % BB,
2500 r/min 2 10 min, B _EF R E T-70 Ck4H
FRF, F K P800 4 B 21 A 4 1L F 4 A L B B
fi& i ¥ (fasting plasma glucose, FPG) | H i = B ( tri-
glyceride, TG) | & i [& B (total cholesterol, TC) | & %
J& fg % & P2 [E B2 (high density lipoprotein cholesterol ,
HDLC) &% & flf & & 2 [ B (low density lipoprotein
cholesterol ,LDLC) . & 7 # % B (alanine aminotrans-
ferase , ALT) . i1 ¥ AL EF ( serum creatinine, SCr) . 11 &
Z% 4. (blood urea nitrogen, BUN) 7k °F; HA-8180 ! 4
B 4% At M1 21 & & (hemoglobin Alc,HbAlc) 4 H7 13
M & HbAle KF; % K Cobas e601 A 2 # 3 fb
RIHF I A B 2 % JE f# 5 & (fasting insulin,
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FINS) A& -F; R4 HOMA & A# A T & 5 FH40
(IR) 46 % = FPGXFINS/22. 5 ; B B % % % M 3 0l =
1 ¥ Nesfatin-1 ,HSP60 7k F , B 47 (X ( Muliskan MK3
EVARA e mELFEH oM EARALER
B, B R B A P A4 BB LR B HEAT

1.4 LEVD ©%%

i B &% B & 38 B (ankle brachial
index , ABI) M| %€ , & 2 B BN, WO kB Ao 2R
WEERH, e 5T i E 0 (4 E ELCAT
E37 24, AL 5 . Handydop-Pro) M B fik: 35 ik # 28 3
Bl 4 B, 3T ST BT oy ABIY), R4 ABI #
LEVD 4443 ANTA,%EH(ABIO0.8 ~1.0,n=
23) W E 4 (ABLO.5 ~0.8,n=24) 1 & J& 4 (ABI<
0.5,n=15),

1.5 Sit=4iE

P SPSS 26.0 Giit FH A, Ut BB XA T
AR AR R R A xR E TR xxs
K&, L AE LKA B HZF ANOVA 24T, 41 18 #

P H 3 K F SNK-g A 36, 7 41 18] He 3% 5% ] or A A
¢t A 55 A < M K | Pearson Ak MM, £ H R R
% Logistic [F] )3 447 T2DM ## LEVD %7 H % ;P
<0.05 # = RFHKITFEN,

2 % R

2.1 =ZAMRMNKE—MARFAILIE EIEHRXT L

LEVD 4% 2 K F4E LEVD 41, WHR B &
KFAE LEVD 4, BMI, HbAlc  FPG . FINS , HOMA-
IR .LDLC ,ALT .SCr.BUN  HSP60 7K VB & & T3k
LEVD #4 , Nesfatin-1 . HDLC 7K~F B 2K T 4E LEVD
24 (P<0.05) ;dF LEVD 41 WHR B g K FxF FR 4,
BMI ., HbAlc, FPG . FINS, HOMA-IR, LDLC ., ALT,
SCr BUN (HSP60 7K F- B {5 F X B 41 , Nesfatin-1
HDLC 7K B AR TXF BRZH ( P<0. 05) ; g d8 b5 =
ZH A L2 RO M (P>0. 05558 1)

®1. ZHARNR—RBRMLE EHIRXTLL

Table 1. Comparison of general data and laboratory indicators of the three groups of subjects

i H XFHE4L (n=50) 4 LEVD #1(n=58) LEVD #41(n=62) X1/ F P

B4 (F) 28/22 30/28 34/28 0.218 0.897
RS % 54.81x4.11 55.30+3.27 56.25+3.09 2.524 0.083
BML/ ( kg/m?) 22.24+0.93 24.31+0. 83" 25.2120.97* 64.524 0. 000
FR T/ AE - 7.04£3.15 11.42+4.25 6.378 0. 000
WHR 0.80+0. 14 0.86+0. 12* 0.92+0. 18 8.892 0. 000
HbAlc/% 5.25+0.42 7.65+0.78" 9.22+0.69" 505.172 0. 000
FPG/( mmol/L) 5.23+0.46 7.04£0.61" 9.29+0.78" 563. 507 0. 000
SBP/mmHg 121.24+8.63 122.04+8.77 125.02+9. 86 2.754 0.067
DBP/mmHg 75.15%8.03 76.02+7.90 78.02+7.28 2.083 0.128
FINS/(mU/L) 7.44+4.63 10.21+5.37" 12.62+4. 67" 15.422 0. 000
HOMA-IR 2.211.55 3.15£0.78" 4.17£1.64" 28.270 0. 000
TG/ (mmol/L) 1.98+0. 85 2.110.79 2.13+0.93 0.483 0.621
TC/ (mmol/L) 4.46+0.47 4.70+0. 52 4.55+0.61 2.745 0.067
HDLC/ ( mmol/L) 1.25+0.78 1.0320.11° 0.80+0. 18" 14. 492 0. 000
LDLC/ ( mmol/L) 1.800.51 2.05+0.61" 2.40+0.22* 23.131 0. 000
ALT/(U/L) 19.63+11.12 26.54+14.25" 31.82+15.32" 11.442 0. 000
SCr/ ( wmol/L) 65.58+16.32 73.25+15. 68" 79.26+14. 82" 10. 692 0. 000
BUN/ ( mmol/L) 5.22+1.57 6.08+1.21" 6.89+2.25" 12.593 0. 000
Nesfatin-1/( pg/L) 13.93+0. 58 10. 38+0. 68" 8.40+0. 87" 802. 594 0. 000
HSP60/ (ng/L) 925.24+474.36 2 965.17+822. 54" 5 428. 54435, 68" 776.935 0. 000

H:a M P<0.05, 5T IEZH L4 ;b o P<0. 05, 53E LEVD 4 Hede, « -7 Fn B R,
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2.2 A[E LEVD 4 2% £ & [f1iE Nesfatin-1, HSP60
KE

LEVD 7 Ji 20 Fl & 5 41 1ML 75 Nesfatin-1 7K~ BH
WAL TRELL, HSP60 /K- 3 41 A e J3 41 B B v
TREEH (4 P<0.05) ; A IME Nesfatin-1 7KF-
BB AIS T rf B2 2 HSP60 7KF-BH I & T gL (3 P
<0.05) ; AN[A] LEVD 439 B 35 1L Nesfatin-1 7K *F-
it 5995 738 4 2 PR 0 TG AT, HSP60 7K Y- Bl 25 375 A2
Sr R R T (P<0. 05538 2) ¢

% 2. A[E LEVD £ 2R # % Nesfatin-1,HSP60 7K T LL %
Table 2. Comparison of serum Nesfatin-1 and HSP60
levels in patients with different LEVD grades

il n  Nesfatin-1/( pg/L) HSP60/ (ng/L)
RE4H 23 9.57+0.51 5 185.37+364. 63
hEd 24 8.43+0. 58" 5 458.32+323. 35"
AL 15 7.19+0.47" 5 848.09+484. 54
F 91.703 13.536

P 0. 000 0. 000

F:a b P<0.05, SEEH AL b N P<0.05, 5 BE4 HER

2.3 LEVD ZHIM ;% Nesfatin-1 HSP60 7k F 55RI5 =
FEFRRIAE K1

Pearson A &% 20 #7 i 78, BMI, WHR  HbAlc
FPG FINS (HOMA-IR \LDLC . ALT .SCr . BUN /K35
Nesfatin-1 7J(q25'£ﬁ’l*ﬁjt, 5 HSP60 7J(qZHDEIE7FHjQ,
HDLC 7K F-15 Nesfatin-1 7K 2 1EAH2E , 5 HSP60 7K
FEAFAAHFR(P<0.05;%3)

% 3. LEVD £ Nesfatin-1, HSP60 7k E 5
LI EHEARRY K
Table 3. Correlation between serum Nesstatin-1, HSP60

levels and laboratory indicators in LEVD group

Nesfatin-1 HSP60
fabR
r P r P

BMI -0.436 0.000 0.453 0. 000
WHR -0.462 0.000 0.452 0.000
HbAlc -0.432 0.000 0.433 0. 000
FPG -0.467 0.000 0. 449 0. 000
FINS -0.480 0.000 0. 468 0. 000
HOMA-IR -0.416 0.000 0.423 0. 000
HDLC 0.530 0.000 -0.520 0. 000
LDLC -0.350 0.005 0.357 0.004
ALT -0.436 0.000 0.429 0. 000
SCr -0.522 0. 000 0.518 0. 000
BUN -0.522 0. 000 0.506 0. 000

2.4 T2DM £FEAH LEVD A ZMN L E XX
¥ Logistic B9 #7

LI 2 HbAlc  FPG  FINS , HOMA-IR . HDLC .
LDLC .ALT ,SCr.BUN  Nesfatin-1 . HSP60 >}y H 2% &,
JERGIF LEVD FAAE (MfH. &=1,7%=0),
3. TG Logistic [P IH LAY [m] /Y, A &2, HEBR
HbAlc, FINS, HOMA-IR ., HDLC , ALT. SCr, BUN
LDLC 785 i & i F¢ . FPG , Nesfatin-1 , HSP60 i# A
[mH #2258 R, W FE . FPG  HSP60 & T2DM £
EE I LEVD A7 /GRS K & | Nesfatin-1 R R R
(P<0.05;%%4),

#& 4. T2DM BEE I LEVD ZME XK EERZES Logistic B35 #7
Table 4. Multi-factor stepwise Logistic regression analysis of factors affecting T2DM patients with LEVD

EES B SE Wald x P OR(95% CI)

Lt 0.239 0.055 18. 869 0. 000 1.270(1.140 ~1.414)

FPG 0.859 0.206 17.452 0. 000 2.362(1.578 ~3.535)
Nesfatin-1 -0.599 0.192 9.688 0. 002 1.820(1.248 ~2.654)
HSP60 0.007 0. 002 11.960 0.001 1.007(1.003 ~1.010)

3 W @ PAD 52 BB 43, 3 20K 23R I R B ok o A+ A

DM (13 76 Ot & e, FF 58 2 83 Kb i
PRI E E G T 01| K= (1K= 7SR A i 2 B
Eﬁﬁﬂy\k(peripheral arterial disease,PAD) N T2DM &
DLIF A | S2F8 53k Pl i 48 R seE AR 20 ik &b 1) JHE Al 3 Jik
ez P ZEMER L, 38R KT g ik, LEVD

b, R 0232 BBk 9B RR B i B, BRI &2 & p 2k
NGB, JE T H B ES U0 RET de 1 203 A, 51 5
ik H BB AR, T R I A , i 2 A8 RE DA 2 ol 584 11 of
JESECRE S PR R &R
SX LEVD E T2DM 55153 & 0E , {H T2DM B 45 %)
A LEVD, HL 18 A s 5™ 5, B 2 R B A -+
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SYEE,

Nesfatin-1 Fi H Z<22 4 Oh-1 2006 4F 5 & 3
JF4 & NUCB2 fEFALBEAE T T, K i N Rz
FEIR v BTG 1, 2 — o 0 DR £ 9005 K, 1) K B
M 2 3 A Nesfatin-1 J5 , & BRI H KRR,
A 5T & L, Nesfatin-1 | {Z £ ik T &2 R
S SRR B DR NI == X (M2 W e e N RN
ik Nesfatin-1, S HE M Nesfatin-1 7] GE7E I 5 4= ¥
T E— Ve, ZERRE Y B IE BoR, T
Nesfatin-1 J5 , = MUK /)N BRI 7K 7 BH 52 B AIG, i 52
Nesfatin-1 5 2 5 R - a6 A &, it — L b &
L, Nesfatin-1 REAE T RE) B 40 b L A945 13
T TN B I, fE IR 2R A A Il K
- $& 7R Nesfatin-1 5 5 & = #8H0 AR A6 A ¢,
Mogharnasi 252 BF 5% % PR, 4 5 2 1F % 7 4F I35
Nesfatin-1 /K55 UK WHR (BMI & ) [, i AL
JHE R I Nesfatin-1 7K 7 5 Ifif 7K F- . WHR , BMI
TEAH G, #27R Nesfatin-1 5 BEACH A ¢, Kuyumeu
ST R B BRI As OSBRI
SO AR BE B 17 Nesfatin-1 7K B i 81K, 42
7~ Nesfatin-1 H A $1 As VEH ., AW 4R 8w,
LEVD 4 1fiL 7 Nesfatin-1 7K3F 8 @K F3F LEVD 4,
HRTE LEVD 434 835 1L 7% Nesfatin-1 7K ¥ Bl & 9%
ARG e B BE N T PR ( P<0.05) , YW Nesfatin-1 5
LEVD &HA K, JFREE WG IS ML, T2DM &
HHAEAENCE RO AR A 25 0L, 7T ™ A= K iie e A
iR UUAR T A0 J8 20 LRI, 51 ke J O A 8 5
RATR P IE XT J 82 2R ) B8 IR 5, 388 ot 948 v Jk 5 2%
WRIE AR AR SR 5 3R A2 K3k 5K 1 B e 5 R AR
b, 45 B oR, LEVD 4 Il 7§ Nesfatin-1 7K F 5
BMI, WHR ., HbAlc ., FPG, FINS, HOMA-IR , LDLC
ALT SCr 1 BUN JK-F-2 4 %, 5 HDLC £ 1EAH
K,20 T2DM 3% & JF LEVD M7 s R &R (P<
0.05) , iHH Nesfatin-1 38 5 MBI A5 AL T
Uit s RS R HLPUA ¢, WG HoKF 47, LEVD
FERE RS I3 AT & Nesfatin-1 7] 18 1 0 958 7= K fig
fFo BREREUZRER KEMEESIKEY K
TR 20 s K Y M2 TT, BRAIGE F I L
WeARRE T, R R, R I B A, O IR | il A
K-, kA I A A BT U AR, BRI As kB R BT
Nesfatin-1 i B8 B /R 1k B &5 ] 2 1K & 1 65 B
(protein kinase B, Akt) /R HRIG AL 25 (P4 (aden-
osine activates protein kinases, AMPK)/IORC2 if [,
PER T I Fos FEKCNAE T4 A 2HEL, $2 T FINS

BRURE , AR5 MR-, BRAIR As A=t

HSP J—Fh R (1, 76 AR Wi sz A0 il st
P B BUR M, BERE e RGN R AR 4, fil
RHUAR F B e g, AR 20 B 1 2 B R )7
G5 i 4549 DI BE, 7] 43 sHSP | HSP40 |
HSP60 . HSP70 (HSP90 \HSP110, H:+t HSP60 F= % Av;
TIPSR RN, ST R HSP60 R foss
ARG MR T Toll ££5Z 1K 4 (toll-like receptor 4,
TLR-4)/CD14 U, 7EA [ 4 i s AR5 5 4% 5
W R ZFAREFRERT, 25K
i S ] FIRE Iy 285 2 N, 3 850 A Y- e UL 400 i 3
FER , FF R A2 20 P38 LA 6 P Bz 4 e
TR 200 R85 B XL RN A B 3% 2, A2 2 As R A= A
%% Aluksanasuwan 21 BFSY iR ,T2DM BE &
FEAERERE BRI 2500, ¥R 184 R, iR D7 4141
FLAGERN S Wb D e, v /- PP R A R
6 MEIRIEIN F o FEZ RN R, R A
TR0 B4, f2 2 HSP60 ik, Khadir 27 #5545 1
HE W 2L 2L AT 431 HSP6O , - REdF S MRS & BRI 40
B HSP6O BE /K-, e b 4 A b L B AR 2= AL
W, 3 HSP60 ik bk, My bk 551 B 5T
AR B AR T2DM 5 A AR AR )R
PEPEARAE S TR, [A) IFAE JhE o A s B ) 3R I, 5
JBE 5y RACPUA % VI C &R, i HOMA-IR W] 2 iF
HSP60 ik, AW 78 45 S B /R, LEVD 41 1
HSP60 7K B i & T4 LEVD 4, H R [W LEVD 4%
B I HSPOO 7K V- Bl 45 55 722 43 9% 1) 33 n i 7+
1 (P<0.05) , Uil HSP60 5 LEVD &E4 %, 3K
£ I8 O T . 45 R W, LEVD 41 i i
HSP60 7K °F- 5 BMI, WHR, HbAlc, FPG, FINS,
HOMA-IR .LDLC ,ALT . SCr #l BUN /K ¥ 5 iF 4656,
5 HDLC 27405,y T2DM & 4 I LEVD 57
R K2 (P<0.05) , BB HSP60 A5 AL fE KRR AR
IHEEEL I AE S R B R ACHUA O, & HKF
Fhim , LEVD 8™ 5, 43 B H R Ry i 7K SF HSP60
Al TG 22 24 R0 Ak B F O ( mitogen-activated
protein kinase , MAPK) /YIBEL AN JEY BE O (extra-
cellular signal-regulated kinase, ERK) 1/2 4l ffi {5 5
1 B9 p38 Ml INK, {2 # 4% A T kB (nuclear factor-
kB, NF-kB) i ft., Bl 2 Tl 5 i A 0T, 240 it 18+ | g
BT, 25 As KB R E, i EH KT,
LEVD #™ & ; [A]i} HSP60 if fiE4h & TLR-4, 1l
g mE L B 3-3% ¥ ( phosphatidylinositol 3-kinase,
P13K)/PKB i 1b {55, 51 & RHLhT, ZALIR



970

ISSN 1007-3949 Chin J Arterioscler, Vol 29 ,No 11,2021

FA S, P2 AR E AL B LDL, U AR 3h ik i, 51
A

Zi AR, T2DM A 3f LEVD H# I Nesfatin-
1 7KW I BAIG, HSP60 7K1 B b 5, HL Bt o5 5 22
JEE AR AR AL, S LEVD Sl 7§20 R 2, K A8
IM% Nesfatin-1 HSP60 7K-F-A BT K BfBiiiA LEVD,,
AARMFFAEAS 55 /D, HE A 5 2B Nesfatin-1,
HSP60 5 T2DM &Jf LEVD B X R, JFEb T K
FEAER: | gt — A 0F 5 Hog B A= L, 6 T 30032
Wr AR IT PR U .

[ &% 30Hk]
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