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WE: BW SHOMEHR N 2RISR RIS ZHHU R, FiE 40 H Wistar KERBENL R IEF 4, 5
. PR fRHRA A, RIS TR SRR ek (RHEANES , RIKBUAR R . SR, RS E
&, TS ZHWUE L (HOMA-IR) , %yie 41 Akl 2 09 S 40 2L 4 i [ F IL-6, TNF-o LA K% IRS-2 3Rik, RT-PCR &
Western blot #7ill SRS ZHZ1 OX-LDLR1, TLR4 ik, &R AEHA AR EXT A M IR 2 = TRIRIAH (P<0.05);
FHEXT BEZE | (R HEZ 40 HOMA-TR {EAR T4 (P<0.01), fRHEA4] HOMA-IR (i T BHMEXT BR4H (P<0.05) ; ##
R TL-6, TNF-o ZKFERTFIERA (P<0.01); {RHHZAL 5 X A R PER F 1-6, TNF-a KR TFHAL (P<
0.01) ; HHIZH TRS-2 KPR TFIER A (P<0.01), {EHE A PH ST B4 TRS-2 #5 FA4] (P<0.01); Bz
OX-LDLR1, TLR4 FRikHiw, fEHRALURBAMXT I ek AR (P<0.01) , 4518 R HEARB IS 0 I 5 2K
LRI PCOS KRR BRS AR, WIS AT A PCOS BRI B A M N TAEAE S a3, LU mT 6 5 ol 2 40 i L

WA,

KRB feHR; ZRIMELIGAE; RIEK T 5 RS ST, &5

FESES. R285.5 TEIEERS. B
doi : 10. 3969/j.issn.1001-1528. 2021. 06. 046

Z BN HELE A E (Polycystic ovary syndrome, PCOS)
SIS LM SR DL N o IR, I R R B iR
EUATHIERT WA RE A ZE AL ARG pi Ia] R AT
M —AIEREE AR HARH N 5% ~119% Z [0, £
WFFTHETS O 43 6 I 3 3R 3 2 MMLAR A7 78 R 5 IR
PCOS Jik FiLAE FRAS AR () S HEER T s AHSEHIF 9T th A X 2 4
U ELLEAMEAEAENR PR R AR, FF FLIE 5 R IRHUAN 18 M 58 0 1)
AHEFYIRCR S, B SO W 5 2 5 ik, H
BLHIAFFE AT BEXT PCOS MIRYT A B — M L, FEIRYT I,
SR B IR YT TR EIRBEAR U EGE PCOS, HIILBFSE
EEZ5IRY7 PCOS R 15 L H B, fR 4 27 78 H i i &
B, ARG RBETE o, RO . R
PUBE S B HAT PCOS K R R A B sT X %, ML HE v %t
BRI BRI 5 AT LA B R AE ORI AT, R e HE
I R R AR 2
1 #REFEZE
L1 XM 5H4 BARMEI (DHEA) (Hit 5
BCSW201708) M TP ZHARAYBHHARAT; HHAKX
Gl (S 20170803) WA T VT HH Y L 24 A BR A H
R LR (S 2017080250) T 17 7 FROKS 404k
TAHBA R, KEIE (=B XK A, 850 mg, 5

WS HEA. 2020-07-02

XEHE. 1001-1528(2021)06-1627-05

AAR3600, 3 g EHIAARAR) . (EHE (AR
12, —“M9g, LAY, LT 12, ILKHEIg, 4
H10 g, P 10 g, BT 12 g), N EHEPEZ KA
J T 4R 5 Bt B 4 24 e I 28

PCR {#|& (OX-LDL, TLR-4 mRNA) 4T I K
AYRHEAERAE; ELISA K57 & (1L-6, TNF-a, IRS-2,
RS E) WA 2GR EAEYRE A RAR; RIPA 2# R
(WB0101 1 WB0102) , BCA & il & (WB0123 Al
WB2123) | SDS-PAGE BEFCEIAF & (WB0130) . 5xSDS
B RS (WB0I33), ECL i kOt H &
(WBO0164) . LK (WB0132) ., ¥ (WB0154) , —
PURRBEWL (WB0158) . —Hi# B (WB0159) . 3 Il
(WB0161) TBE. 6xLoading buffer 1 T - ¥ g % 4= W Bl 4%
HFRAF]; Trizol, FEFLTI4). RNA B HIF X First Strand
cDNA synthesis Kit W 7 36 [ 3 78 4= W) £ R A R 2
QuantityNova SYBR Green PCR Kit 1 T ] 55 DL A Bl # A R
T,
1.2 A5 R (FEEFEEAR),; /NI E Rk
5 (165-8001) . /NI Trans-Blot # EI#8 (170-3930, [
Bio-Rad A #]) ; L5188 (TL-2010S, FiE& (5500 k&
JRAPRAT) 5 87 I A0 AR A (JYS8-11, T 2 A4

E2TR. HFPELEHSELNALEESE (2P BFEAATHEIE (AFH [008] ); LigPELS=FEGhITUHE [Z2Y
(2018-2020) -ccex-2002-05, ZY (2018-2020) -ccex-2002-09]; b HErRBEZG KA HA NI H (2016YSN36)
YEBEN: WLl (1977—), L, WL, B EALEN, B9800 b E LS4 0k 2, Tel: 18918795698, E-mail; 274719830 @

qq.com
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YRR M AR AR ; AR HEBTRE LHL (Fresco2l,
£[E Thermo AF]) FHEAERE.OHL (TCL-16B, L%
BRFAER) s KRB MIEIRIE SRS (GHP-9080, [iff
—MERHCARRAR) ; BEFEIR (TS-1, WA IURIES
HERRAA); W KEARL (MutiskanTM GO, 3 H
Thermo A T)) ; BEB AR R4 (GIS-1600, L i K BERL
HBRAHE) ; BB PCRAY (Veriti DX, 5[ Life Al); 4
Y4 (BHC-1300, HMig bt &ARAR)

1.3 4 SRR SPF FMEE wistar KB, 21 Hi,
WA F L e R LS e sh A R A R [ SLesh ¥
FEVFATIES SCXK (¥7) 2013-0016], i L EZG R
wshy oo, R TG iR, RELA BRI
7K, 25 CHER, 50% FHXT R A, WM SR, 12 h G
(6: 00 % 18 00) A1 12 h K (18. 00 £ 6. 00) M
LRI,

L4 2m58sh 35T RIE % f 02 i i A )
AyE Y H 4G TR B AL K U H S I R A T
SR E MR E L HER]  ( Dehydroepiandrosterone, DHEA)
T 60 me/ke, T HEZH K BRL4A 7 1R) 25 1 T 3 K =,
TS ML T, HZ520 dJ5, RAPERGOQE, WEK
SRS T 50 7 240 2 AR AL A 00 . BB e 7 - R 4 A 52 A Aotk
A, K210 d, #RHFEFAIIM PCOS AR, 254
12 h, MR NE Heam 0 25 B9 o v, R S R KO AR, e
HOMA . fEiERIh KR, KL H %, 8 HE
L PRPEXT R TR AIA A& 10 B, RHRad s H
57 100 mg/kg HEE , BHPEXT HRZL A B 45 T A% 1€ 1R W 100
mg/kg BEE | MBI AIEHHIE H AT 1% RPIEG 4R
PISTRREE . ELEMEE 28 d i, AEEAK 12 h, WIIRREE
KEUR, MIEESIPKR L, LI 2 000 r/min #0315 min, 43
B, -20 CIRIFAH, SRILE WS SE R R, #—m0
YUEE H 10% 1@ /K Th AR W W 2, 5 — M T AR R,
-80 CIRAFFH,

1.5 WA

1.5.1 HOMA-IR KREZEE 12 h J5FEF S, R H Nt
B 2 0 %€ 1L A% ( fasting blood glucose, FPG) 7K 3F- il
ELISA YEERE 22 (FINS) JK-F, SRR ASRIALR S R
4% P ( homeostasis model assessment-insulin  resistance,
HOMA-TR) PPk S RILPLREEE, 11548 HOMA-IR =
FINS (mIU/L) XFPG (mmol/L) /22.5'0 24+ iz
J&, ML LR,

1.5.2 FHARRIWELALUERSAE i ARG -r2r e
%, ( Hematoxylin-eosin staining, HE) XLEEK F 00 24 48
AU, 10% 48 7K T AR A2 I 1% B 5520 23 K o ks
30 min, A 50% ~90% ZBE4% 1 h K AREE | PR A
FhBEW, MG FRIC AR, R
PRI H ) JEREZ) 5 um, RIS WOk, G
JEMTAANE R . e eamhiet, 1, A,
1.5.3 HAKRRMEALRER T | ZIREYIKFE 0
1628

AL AR R S AU HEATY) e, A S 2 Ak AR A
Jo 2 UK RN AU R F A% -6 (Interleukin-
6, 1L-6) . M@ IR 36 [ F ( Tumor necrosis factor alpha,
TNF-o) , % R ZMK)JEY-2 (Insulin receptor substrate-2,
IRS-2) K,

ALY R A 59 CHERAETE 1 L5, SHET
THZETD ZHEL, ZWRIEB 4 10 min, BAT
KZEET | TAKZEEN , JoK ZWEM 45323 10 min, J5 7€
WKL oh v 15 min, #EATHEE FAOK 1L A 3% H,O0,
200 mLEf 10 min K&, FEARAKMYEL 10 min; FHEE 1
G S BN P e K TR 2 min T, OAZHEUR, i
BER, WK EE 10 min, B EHEHTE 2 REk
BE 12 min, BHEEREEEBEER, PBS UE 2 Ik,
& 15 min, M0 5% BSA EHPAWE, FEACE 35 min, fHl
—Pi, EBRZERMWME (AW, W& s —bt, 4 Cit
W B REULAZUA, PBS ok 4 R, IR 15 min, #
FFMAWAMA, I TH, 37 °CFE 35 min, AL
FH PBS PRI 4 %K, & 15 min, W, Mg, KA &
HIEL R, RATER KPR &, AT E Y,
TIFARZ Y, RYe 2 min, WEE 10 min, WEH @G, B
K, E1VETKOEETR—T, 2 §1 IR K& 3
FHEIT 3 min, FH, N1 dEFBRE, BH, @R
EURE A BT 4 BT, B aEkx40 (HBEx10),
FRBBEA RO R, AR AER,
AEEPAYE X AL AR
1.5.4 RKREUVHELHAL Ov-LDL, TLR-4 mRNA ik i H
RT-PCR ¥, HAKBIY)r5] (Wi Rmms1y) k1, &
GR/NYEREH LS A 1 mL Trizol $2HUE RNA, K
TR G UL LA 20 wL i FG SRR R, 4T5)J525 C,
5 min, 42 C T4 1% 60 min; 70 C FASMALFE 5 min; 753
(>5000xg) BrS5s, =20 CHAF, 811 puL BAEEEE X
MR ZRAIE 95 °C FZ81E 2 min, 95 °C FZ28M: 5 s, 60 C FiE
130s, A8, B, EAPEE 45 MER, 60 C T EH
S min, 4 CEERTN, B S WL =40, 7E 2% A9 B it
2 E45F 80 V ELIE R HLYk 30 min, 1 B BRI H Ik R R
GNER, BUS SR A E R SRR, it 5 AR IR A
(GAPDH) ¥ 34 7= ¥ /Y IR BE LU R 1R BHL 4% 3% ] % o 3Rk
K,

*x1 s519F5
EA i YK EE/bp F1(5-3")
GAPDH 129 IE18 TGCCACTCAGAAGACTGTGG
JZ 18] TTCAGCTCTGGGATGACCTT
TLR-4 164 IE 18] CAGGGAATTAGGCTCCATGA
JZ I8 TCCATGACAGAACGGTCAAA
Ox-LDL 159 LA CTGTGACTCTGGCCATCCTT

1] CTGCTTTCTTCTGGGCTGAC

1.5.5 DBPELZ44 OX-LDL, TLR-4 &5 K Western
blot 75, HREUPRAEN B A LUE H L, I BCA & W E N
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FE ) G ok I o 2R MR B, AR AR HEAT TEMED 6 H Uk,
KL B, DA —#$T OX-LDLR1 (1 :400). TLR4 (1 :
800) 1 GAPDH (1:2000), 7E4 CHKMUTFMELR, &k
S MARA VRS F AR i S ALY B (HRP) ARICHY
i H0 (Jackson 1 : 2000) FIHfiiRid &L (HRP)
FRCHZESUNR T8 (1:2000) BRE)E, EERTIHE
2 h, FEAURER, fEEROE, B, B, KL
N, WZE H GAPDH, 45 5 R F BE it B AR AL # R 42
G380

1.6 %it¥F % R SPSS 20. 0 HAF AT, 455U
(xxs) Fom, ZYRILBRABKNE S Z55H (one-way
ANOVA) , 2 2 a] LR AU ¢ #5535 (two-tailed student’ s
ttest) , Bl P<0.05 NZESHGITHEX,

2 #]

2.1 #hh—#Hsl DHEA WWREZ TS 20d )5, W
K FIE MM RS 22754k ) HOMA-IR {8, Hr 30 B
FEBTAY) , #2300 HABTARIR R LA B kb1 A
BRI fRHEA A DL B P R, 45 10 K, 5340 10 A
T IR AR M IEH X IR 4L, dksefmsesih, 42y
28 dJg, MEAMAME RO 1 B REFs AT 6
XTI 7 H

2.2 ARAANXANEHSFEAA EFHRRINEET
AT LA ORI S B R A, DR (B0 AT 2 SR 2 8 ~
9 )34 BERIZIBN HLET T WLV SR A BRI, A P9 JC O BE 4
B e, BRI 3~ 4 R UK AN, B fEHE
2 AN BEPE X BRZH 5 T B S8 41 ZURT D045 359 551 B9 v B B 1R 8K
HieZ , SRy 0 BB AR50 3~7 2, BARILE 1,
2.3 FRREAMNKRIE G FRFIEHRGTEL HEWAHL
i BEHEIZH K Bl HOMA-IR 3% m (P<0.01) 5 fEHEZ A .
BRPE X HRZH K B HOMA-IR [EAKFAEAIZE (P<0.01) 5 fediE

BRI

IL-6

TN
AN
47 )

Yot

TNF-a

B

) \}:‘a‘\"
'_“:iv‘l‘ N ais
N

)

IRS-2

P % R 4

{RHEA .
1 FAXRIPERSESZE (HE, x40)

K B HOMA-IR {8 & T X B4 (P<0.05), L
% 20
x2 BAARBERERS HOMA-IR & (xxs, n=10)
215 HOMA-IR/[ (mmol -mlIU) -L™2]
IEH 4 1. 694 2+0.223 8
FHEIZH 4.633 0£0.532 022
feHEm A 2.506 7+0. 564 3™ *
ZHIRUIRA 2.103 2+0.313 1**

L HIEFA A, 22 P<0.01; SHERA L, ™ P<0.01; {2 HE
75 IR LR, P<0. 05,
2.4 RHEF A IL-6, TNF-o 9 %% A & IRS-2 B 8 4L & ik
¥k AERIZE O A LU IL-6, TNF-o 89 BHPE R KB IE
HHMEE (P<0.01) ;5 AR HE 2 K BH M X HE 20 B £ 20 21
IL-6, TNF-o FHPEZR A AL TAIAIZ (P<0.01); BIAIZH
IRS-2 B R AL FHPE R IR A IE R AU B (P<0.01) 5 TifEHEZ
ZHRN PR XS HRA TRS-2 B AR Ak PH M A 34 TR (P<
0.01), Hi&RWE 2, %3,

RHZA
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K3 BAARIMWEHAS IL-6, TNF-o, IRS-2 Kix (xzs,

n=5)
ikl IL-6 TNF-a IRS-2
Ew4l 0.433 0£0. 123 3 0.504 6+0.0655  2.336 1+0.789 0
FREARIG] 0.760 5£0. 134 824 3,163 2+0.039 842 0.584 5+0.492 044
TEHEAZL  0.122 3+0.087 7 0.547 7+0. 057 8 ** 0. 928 5+0. 387 0 **

THIWUIRZL  0.448 7£0.123 0% 1.010 7£0.076 5** 1. 110 7+0.532 2 **
T HIEHA L, 4% P<0.01; SHAIL AL, ™ P<0.01; /24

75 OB He s, P<0. 05,

2.5 4R OX-LDL, TLR-4 % & % mRNA & ik 89 %A
MERIZH KRB OX-LDL . TLR-4 mRNA #iEE TIEH A (P<

0.01); {2HEAH S — P XKL KB OX-LDL . TLR-4 mRNA

FRK TR (P<0.01), L3 4, OX-LDL, TLR-4

HAFRBSETA e, (RHEG AR RS X RAYAE T
K, WLIE 3,
x4 KEARIE OX-LDL, TLR-4 mRNA K& (F=s,
n=4)

25 X-LDL TLR-4
IEHA 1..000 0+0 1.000 0+0
FERIZ] 10. 056 7+0. 143 924 10. 540 0+0. 100 324
1R HEAH 7.506 7+0. 187 6™ 5.055 0+0. 163 3™
I XUIRZH 3.083 33=0. 300 6** 8.506 7+0. 400 6™

0 HIEH A LA, 22 P<0.01; SHRIZ L, = P<0.01,

OXLDL  m— . —

TLR-4

GAPDH

EHAH A

RH:BA XN

B3 {HAKRIPE OX-LDL, TLR-4 EAXIX

3 g
3.1 PCOS B &4l PCOS 1B KR LZRINELGS
F LA B AR AUR D MR IR R, SR
WEIMAE, W TZE, D IoHm, Pk L5 EIG
PRASAE | 0% RICHUIR L 2R 0P HLL5 A AR T B fE 2
— U2 VMR A WA & R R, DHEA Jliad AS R
PEEERAAA R, AMNETEL T DHEA a] DL s ik — i Kk F
R, DI B SR E MR KO TR, BRI L T
FEAEHEIN AT, $E8 DHEA F&5 7l 682 380 PCOS By —1~
FEFER IE RS RACPUA PCOS il £ Y AR A
RO RS S, DHEA @RS, KR
B 5 RIS . HOMA-IR 5 1E % 2 K Bl e g, W) i 3
Fs KOS ALY R R IE A T LR R
NEHERET R TR RINE R, AR
RICPUIRAS, DHEA T 335 2 i 48 19 5 F 4P PCOS ALY
AR Z—, PCOS il RICBLM & AEVLH 84 %
RRTBREG . 2R G DL K Z AR i, B I PCOS 1Y &%
DL 2 — S ol 2 2R 32 e e BRI R BRUAY S 414k
ZERLPLR, PCOS K FLHY IRS-2 Wi MR 1k Ik FRA%, F£ M
PCOS [ 5 ZARHUSTAIAE IR 5 R Iy T AFTE R S
IR Z T IR, PCOS FFFEIREE IS MEJAE, 3l
ST ] A SHLIR RS FHRPTHISE ) 5 e A SO0 A G
f TLRs 52 (42 TLR-4, 4 TLR-4 2K 5L G5, ¥
W—RYNRAE R, P4 IL-6, TNF-a ZRERT, 3%
THUAR R BT F 12 pE 2 R A, OX-LDL £ TLR-
1630

4 BIPNTIRTERCRDT ) A B SEIESE PCOS S8 FE B Qi i
R, COFECERIERER, SEWUREALR T, OX-LDL
KT E AR R, RS R IR R O S 41
21 TNF-o & 1L-6 B @380, TLR-4 & OX-LDL 3[R K 2
RIRAKTEH =, IR 2 BE O SAAAEAR B ARAE S N, LML
AIfiBSE PCOS f& 3 BB 5% AL, {4145 OX-LDL /K-
B, BRI Toll #ESZIR, FBUSAE RN ITE, Bl IL-
6. TNF-o R VEFFHE; 53 100 S0 41 TRS-2 K
Me, SBELEGESL T2, ME 5w RN iEEK, %
REA 5 30 I 5 R 5 25 3 K 22 (B R BB A 3 X,
FHUR G RF 5L TR TR,

3.2 ARHEA AT PCOS M By ZAARI 6 A AR R AR
INAZ ROV LESAERRPIL ST . T, B =R ae 2 M &
P . MR E DM B BRI HE, Bk
TR, WA, AN, S8, a1k,
SRR, BUFBERA. BRILE ML, AA RAE B EOR F 1
M B LR, £ RIANE RS, MAERNE TR,
IRENRAMTRSR, FMTARIR, K3 “EHBRREM, DEHE
g BEFERYIG RBF Y o, (R HE AE ALY ik 3 PCOS
HEOE DL, BCERIRE R E Y AL REOR, ST
PCOS & Z P ALK SR HE h 25 8 BB T R, IL-6,
TNF-a ZF RER FRA A HE T (P<0.05), H4k
TLR-4, OX-LDL [ N 25 A 5B AL L A AR (P<
0.05), /R {EHEZ T BEE L] TLR-4 LK OX-LDL 93
ik, BRARARAE RN
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204 O LRGP L PR — A2 09 P9 20 00 G A P £ 1
PG, BEXT B8 ZARPT A ZEACRRAE , ARGE A R i 0 A 5
SREEAT RV B, V67 A EAC RN G R L 25 48 B
A ML IR AR RO BT SR A S R AT 0T, &R
SRICHR, AR Z ARSI R T R — AU (5 5l
FER , AHIFTEAE R R e HE T LIRS R, e
FARPTT ST RS I A FEAH LG , HAR B9 {5 5 1 i m]
AES TLR/NF-xB {5 SHA K, AR — L rirsiEm],

SE k.

(1] & 5, % M. ZHWESHIESWsERSE]]. hE
ARG RHRE, 2019, 35(3): 265-267.

[2] =EFERE, BEFM. L0 ELGEES N RS HRERK[T].
hESNERH SRR, 2019, 35(3): 261-264

[ 3] Rosenfield R L, Ehrmann D A. The pahtogenesis of Polycystic
syndrome ( PCOS): the Hypothesis of PCOS as functional
ocarian hyperandrogenism revisited[ J]. Endocr Rev, 2016, 37
(7): 467-520.

[4] Bednarska S, Siejka A. The pathogenesis and treatment of
polycystic ovary syndrome: what’s new? [J]. Adv Clin Exp
Med, 2017, 26(2) . 359-367.

[5] ERM, REI5. WM e v & 29 00 8250 A 108 M
BRIERAE R 73 T HLHI B ST e e (7], h A a7 B e ik,
2011, 46(8) . 633-635.

[6] Mohammadi S, Kayedpoor P, Karimzadeh-Bardei L, et al. The
effect of curcumin on TNF-a, IL-6 and CRP expression in a
model of polycystic ovary syndrome as an inflammation state
[J] 1. J Reprod Inferiil, 2017, 18(4): 352-360.

[ 7] #REEfR, famess, Phe, S5, ANEFIE IR R IR T 24
PR LR AR RONEE [J]. Bl BEZ ik, 2008, 42
(12) . 37-39.

[81 TRUA, M. ZREONRLEEIEEF IS RIPUMPR
B[], AR BRS¢, 2019, 28(3): 71-74.

(9] WkHIA, #Rbeds, TGTH, S5 B0 B s AL £ 2
UL ARSI N K e (], AR AR (o
PEZjBAAL) , 2014, 16(10): 2137-2148.

[10] Mehmet K, Selim K, Mustafa K, et al. Homeostasis model

assessment is more reliable than the fasting glucose/insulin ratio

[11]

[12]

[13]

[14]

[17]

[18]

and quantitative insulin sensitivity check index for assessing
insulin resistance among obese children and adolescents [ J].
Pediatrics, 2005, 115(4) . 500-503.

Rosenfield R L, Mortensen M, Wroblewski K, et al.
Determination of the source of androgen excess in funtionally
atypical polycystic ovary syndrome by a short dexamethasone
androgen-suppression test and a low-dose ACTH test[J]. Hum
Reprod, 2011, 26(11). 3138.

Greenwood E A, Pasch L. A, Cedars M I, et al. Insulin
resistance is associated with depression risk in polycystic ovary
syndrome[ J|. Fertil Steril, 2018, 110(1) ; 27-34.

WIER, JUHER, HOLOR, % ZEINELG ARSI
ARE A R i 2 T WAL 2R 7 [T ], 9 5 S 2 B 2 3,
2006, 26(1): 56-58.

Celik O, Yesilada E, Hascalik S, et al. Angiotensin-
converting enzyme gene polymorphism and risk of insulin
resistance in PCOS[ J]. Reprod Biomed Online, 2010, 20(4) ;
492-498.

Bro A, VR, £ Y. ZRIELGSMERL RIS
MEVERAE A AR SCPERE S R [T ], PRI A F R,
2018, 28(8): 750-753.

Bhaskar S, Shalini V, Helen A. Quercetin regulates oxidized
LDL induced inflammatory changes in human PBMCs by
modulating the TLR-NF-kB signaling pathway [ J ].
Immunobiology, 2011, 216(3) . 367-373.

Chavez-Sanchez L, Garza-Reyes M G, Espinosa-Luna J E, et
al. The role of TLR2, TLR4 and CD36 in macrophage activation
and foam cell formation in response to ox-LDL in humans[ J].
Human Immunology, 2014, 75(4) . 322-329.

Pawlak K, Mysliwiec M, Pawlak D. Oxidized low-density
lipoprotein (oxLLDL) plasma levels and oxLDL to LDL ratio-Are
they real oxidative stress markers in dialyzed patients? [J]. Life
Sciences, 2013, 92(4-5) ; 253-258.

TR, MR, WESR, . AMNEE MR IR T 2R
GUSRZEAAE 78 B[ )], BEPEHES, 2009, 30(3) . 274-275.
TRERR, & 0T, FhEUH, AR VBTG ML A RS AN TR
ERZ LI HELR A 00 B[ )], i PR A%, 2010,
44(6) . 88-91.

1631



