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HE. BI 54 BRI S JEJE (CHD) & % i & 2n a4 —35(1L—35) K 5 fa fig w9 51
AR A, R IL-354HAM R & i (THP—1) BEMAIR ., FiE  #®IK20225F 6 A—2023 F
6 A ERMARERRS 6L CHD &4 1544, AT RAF CHD A, =R jE BRI 2 B X I
Ao # 20 e S IL—35 KT, oA 5 i IS va R e A8 b . SRR i An & e e B BEAG ) 5K A & b IL-35 ) ik
THP—1 28} 37 /5 20 ML A A2 B BE 4% AL ; Western blotting # CD36. SR—A., Lox—1. p38. p—p38 & & #)
ik, FaEET TR A4 E KM CD36. SR-AFeLox—1 mRNA# &k, %558 CHDAmFIL-35K
AR T A B4 (P <0.05) . CHD % & fo 75 IL-35 K F 5 TC.LDL-C. TG £ f 48 % (r, =—-0.321,-0.218 #»
—0.215, P =0.003.0.044 2 0.047) , 55 HDL—-C Z EEAA % (r, =0.322, P =0.003) ., * 4015 523640 THP—1 2942,
4.6.8742 10 h %9 32 5% B (FI) b4k, 2 R . (DR R B 1) & FIRLER , 2 7+ A 4ot 5 & L (F =726.726, P =0.000) ;
@ Fetn 55 3 PRLA FILAR , £ A %it 3 & L(F=8.102, P =0.012) , % B 20 F1 42 4&; @ H 41 FI T AL A % k2%,
ZF A% FEL(F=111.061,P =0.000) , oxLDL 204= 52 %41 CD36,SR—A Lox—1%& & #= mRNA A4} & &
T35 T AR A A0 IL-35 20 (P <0.05) , 5% 3 40 CD36 & & #2 mRINA 48 %4} % 1% 4K T oxLDL 48 (P <0.05) ,
oxLDL 28 F0 2 B 20 p—p38/p38 B G AR AT K ik F39 & T & LA [L-35 22 (P <0.05) , 52 B 41 p—p38/p38 & & 48
* R B4 T oxLDL 28 (P <0.05) , oxLDL 4, 52 B 28 . P79350 28 CD36 & @ A8 % R ik 3 & Tl (P <
0.05),0xLDL Z14= P79350 41 CD36 & & AAst A ik T % T £ 84 (P <0.05), 4518 CHD &FmiF1L-35540
Ji6 v9 SR A AR S, IL-35 7T G844 p38 MAPK A3 5 18 %A-F E £ 41 i CD36 & ik T, w0 @i Mgt .
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IL-35 alleviates atherosclerosis by reducing intramacrophage lipid
accumulation via CD36 downregulation*

Li Sheng', Mao Guang-yao®, Ge Ruo-mu’, Li Kai-yuan', Zhu Li’
(1. Graduate School, Dalian Medical University, Dalian, Liaoning 116044, China; 2. Taizhou People's
Hospital, Taizhou, Jiangsu 225300, China)

Abstract: Objective To analyze the correlations between the serum level of interleukin-35 (IL-35) and
levels of blood lipids in patients with coronary heart disease (CHD), and to investigate the mechanism underlying the
inhibition of transformation from THP-1-derived macrophages into foam cells via IL-35. Methods The 154 patients
with suspected CHD in Taizhou People's Hospital from June 2022 to June 2023 were enrolled and divided into the
control group and the CHD group. The serum level of IL-35 in each group was determined by enzyme-linked
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immunosorbent assay (ELISA) in the condition of fasting, and its correlations with blood lipid profiles were
analyzed. The change of the cholesterol content in THP-1 cells before and after IL-35 stimulation was determined by
oil red O staining and the cholesterol detection kit. The protein expressions of CD36, SR-A, Lox-1, p38 and p-p38
were measured by Western blotting, and mRNA expressions of CD36, SR-A and Lox-1 were detected by quantitative
real-time polymerase chain reaction. Results Compared with the control group, the serum level of IL-35 in the
CHD group was lower (P < 0.05). The serum level of IL-35 in CHD patients was negatively correlated with levels of
total cholesterol (7, = -0.321, P = 0.003), low-density lipoprotein cholesterol (r, = -0.218, P = 0.044) and triglyceride
(r,=-0.215, P = 0.047), and positively correlated with the level of high-density lipoprotein cholesterol (r, = 0.322,
P =0.003). The FI of THP-1 cells in the control group and the experimental group at 2 h, 4 h, 6 h, 8 h, and 10 h was
compared, and the results indicated that FI was different among the time points (F = 726.726, P = 0.000) and
between the groups (F = 8.102, P = 0.012), where FI in the experimental group was lower than that in the control
group. Besides, the change trends of FI were different between the two groups (F = 111.061, P = 0.000). The protein
and mRNA expressions of CD36, SR-A and Lox-1 in the oxLDL group and the experimental group were higher than
those in the control group and the IL-35 group (P < 0.05). The protein and mRNA expressions of CD36 in the
experimental group were lower than those in the oxLDL group (P < 0.05). The relative protein expression of p-p38
to that of p38 (p-p38/p38) in the oxLDL group and the experimental group was higher than that in the control group
and the IL-35 group (P < 0.05), while p-p38/p38 in the experimental group was lower than that in the oxLDL group
(P < 0.05). The relative protein expression of CD36 in the oxLDL group, experimental group and P79350 group was
higher than that in the control group (P < 0.05), and that in the oxLDL group and the P79350 group was higher than
that in the experimental group (P < 0.05). Conclusions Serum IL-35 is correlated with the blood lipid profiles in
CHD patients. Besides, IL-35 may mediate the downregulation of CD36 on macrophages and the decrease in
intramacrophage lipid accumulation by inhibiting the p38 MAPK signaling pathway.
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ol Jik 3 BE i 4k ( Atherosclerosis, AS)

(human myeloid leukemia mononuclear cells, THP-1 )IE

20 it I A 35t 8 52 ) K % p38 MAPK 15 53

BUR RS AE R HOTE R, BFgE R, N dnp ROIREEAEAL
AL Pt i 36 (cluster of differentiation 36, CD36) , A 28 » .
T8 18 R 32 K (scavenger receptor class A, SR-A) FlEE X 1 MEEAE
FEE AR % B 28 H 32 1K 1 (low—density lipoprotein 1.1 HERXT&H

receptor—1, Lox—1) 41 18 & 52 /R A T L 105 41 A A 1
AR % FE s 2 1 (oxidized low—density lipoprotein,
oxLDL) WJ e 5% , & S BOM K40 M 55 UK, 5 AS
s 28 2 YT AE DG,

20 Jitg 4 & -35 (Interleukin-35, 1L-35) /& i
CD4" Foxp3* 8 15 14 T 4 Jf 43 W6 1) S5 — 3R 4 4 i
T, i EB Y25 535 K 3 F p35 2 W B 2H Y
1L-35 H A5 470 AS 1% 7 , CHD M % 1fi 7 11-35 /K F
F T I, JF 5 Gensini B43 Fl IR 31 kv 22 1l 45 45 =2
AR S SRR TL-35 B 48 Ji ApoE™ /)y Bl Treg
I B 7K P, 4 AS BE B RSP SR, 1L-35 %
CD36 ., SR-A Fl Lox—1 %5 1f 1 52 1A R B 152, LA
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BEHR 2022 4F 6 1 —2023 4F 6 J 7E 48 M N R EE B
O W2 ) BEL CHD B35 . FEALIE R 154 4], 4R
I 7 AR Bl Ik i 52 45 53 43 S CHD 2H (86 f41] ) A4S HR 20
(68 15 ) , W AR PR AR B v IR S Il ) e
5 1L 53 % (1eft ventricular ejection fraction, LVEF) | [l
iz 1% W (creatine kinase, CK) . WL % 1% /& [a] 1. fié
(creatine kinase MB, CK-MB) , & HH [ [ (total
cholesterol, TC) . H i = B (Triglyceride, TG) . Ifn. ##
(Glucose, GLU) | 1 % B i 45 F1 B [& B (low density
lipoprotein cholesterin, LDL~C ) F1 151 % & Jig &% (1 0
[ (high density lipoprotein cholesterol, HDL-C ) % $§
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THP-1 21 i (R 7 28 AL an BHCA R A HD
e SEPEPUR (VLR R Yo b oA AR,
JOEL A 3 75 8 T 2T e £ R & (b T 3 R 3
BB A R A F D), NBD- JH & B | 1L-35 . #b %
fig (phorbol myristate acetate, PMA ) ( EXER&DA
F) ), IL-35 Jif 3K % B W B 3K 55 (enzyme-linked
immunosorbent assay, ELISA ) i 57 & (I ¥ i B AE )
BHEABRA) . 2 PCRAV(EEY [RAF]) , i
PR A (25 [ BioTek 28 F] ) | %€ 0t i i B8 (78 [ £k 1=
NEID
1.3 MiEFRARER IL-357E

fd FH EDTA 2K 470 56 & R 5 i A DF 5 0 25 16
ARZS KM, 1200 v/min 250> 10 min,, W HE 35 T
—80°C UKAF £ FH o e HRIK R 45 0 W A5 HE A7 452 4 0l
11L-35 /K. B82S AL L br o S FLATRE & FL, 7
450 nm % 4 40 7E 25 L 1 O % B (optical density,
OD) , bR MM B 5 OD (E 34 Bk 7 e L 19 AF
i 9 OD (B A R, THE R R B
1.4 THP-14AEH &R IL-35 RiEREMNHE

THP-1 41} 16 & A 10% i 4 11 1% ik &
i RPMI 1640 35 35 2 135 1 8 (37 € 5% — R 4k
f# CO,) , 100 nmol/L. PMA 4b ¥ THP-1 411 fitd 48 h, fifi H;
oAb R B REAR A . BUE AT A0 4 41 - DOXF B
5 wmol/L DMSO 5 F2 41 il 7 d; @oxLDL £ : 5 pmol/L
DMSO 5 32 40 1 7 d J&5 , 50 pg/mL oxLDL 4k 45 15 37
48 h; @K FI 20 : 20 ng/mL IL-35 1535 7 d 5, 50 pg/
ml. oxL.DL 2k £ 8% 5% 48 h; @ 71 i 41 : 40 ng/mL 11~
3555% 7 dJ5 , 50 wg/mL oxLDL4kZE 15 3% 48 h,

Fiz BE ) 1 B A5 25 TR 45 21 40 M A T I 4T
Yo fo, W0 E A 4L 40 i N TC ., UE IR [E B (free
cholesterol, FC) F1 IH [# [ fig (cholesteryl ester, CE) 7K
o R E G o R 2 R 1135 d 1E S8R
1.5 NBD-RE [Elfiz ¥ 1 20 A6 ) BB [ B2 B 3 EX

S 2 Y IL-35 AT FAb 3, AR in 24 41 2k %t

HEAH, T A 9% 7 d, NS wmol/L NBD-JH [ fi52
J52.4.6.8 F110 h 7E 5 50 WU T #EAT 44
P I A T WSS A i N NBD- I [ it 52 PR 4R
fii I RIPA 2% 40 g JF Wi 48 240 W, 7F 469 1 537 nm
WA AL I 52 76 5% BE (fluorescence intensity, FI) % &
TEAR 9 2H NBD— H [ 5 ) 5% B 1
1.6 Western blotting # il CD36., SR-A. Lox-1.
p38.p-p38 EHHIRIE

1L-35 2 FH 1L-35 WAL #H 7 d 5 DL I 25 40 Ry vt iR
2] 5 S A L35 TALEE 7 dJ5 il A 50 pg/mL oxLDL
8535 48 h; oxLDL 41 5 pmol/L DMSO 3% 3% THP-1
A7 d )5, 50 pe/mL oxLDL 4k £2 1% 5% 48 h; P79350
ZH A P79350 i Ak B 24 h i Hi S 56 40 A T A 3,
FE A0 M 2K 1, il A Loading Buffer, 95 °C 42 J& i 78
£ 5 min, K SDS-PAGE HLUCK 8 10 5, 56 &
PVDF J |, 5% Wi 4 W% & 2 he 4 CHAMFF—3t
WEARES YRR TS 2 h, Ak L6k
ol B 8 . 8 Image J 3801443 Hr 28 AR X 2%
Ly ig
1.7 MR REER G RN CD36.SR-
A #0 Lox—1 mRNA HI 5%

Ui i o A1 1) 1.6, $2 HUTHP-1 21 Jfl £ RNA, HR
500 ng Wi % 5% S cDNA , 52 I 2¢O 5 1 R A W Bl S ;.
(quantitative real-time polymerase chain reaction, qRT—
PCR) JZ WK & 2 pL ¢DNA, IEJZ [ 51 ¥4 1 wl
(10 pm) , SYBR green 10 wL, H,0 6 pL; &L 2514 -
95 CHIAE: 35,95 *CAEM30 5,60 CiB K 1 min,
TH40 B, 05k Cofl . SR A 27T 1153 CD36 .
SR-A il Lox-1 mRNA A X ik . 514 B il ma SO
T e TREA BRA R B 51 P 5 LR 1,

*x1 59FE5

L Eib7)2] K /bp
1E6]: 5'-CTTTGGCTTAATGAGACTGGGAC-3'

CD36 134
JIi]: 5'-GCAACAAACATCACCACACCA-3'
1El: 5'-GCAGTGGGATCACTTTCACAA-3'

SR-A 85
I : 5'-AGCTGTCATTGAGCGAGCATC-3'
iEM) : 5'-TTGCCTGGGATTAGTAGTGACC-3'

Lox—1 81

JZ: 5'-GCTTGCTCTTGTGTTAGGAGGT=3'
IE7: 5'-CATGTACGTTGCTATCCAGGC-3'

B-actin

S : 5'-CTCCTTAATGTCACGCACGAT-3'
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1.8 SitEFE

s 23 K I SPSS 25.0 Fe i ak ik o R %Ok
DARSEL = bR 25 (x 2 9) 7R, HOBEHT o K6 56 1 R
F 7 2 W s A W R R Y 22 08,k — 2w
PG HHH LSD—t A 56 5 11 R0k ARG B M 3% (%)
Fon, B xR 5 5 AH & 43 B I Spearman 3% .
P <0.05 255

2 #R

2.1 XRS5 CHD AlGKE R LB

Xf HEZH 5 CHD ZH (4R % W S A4 T i 4 4
(body mass index, BMI) . TG . HDL-C , CK, CK-MB ,
CRPIK- #8462 ak ¢t K 36, 22 A Fit % X
(P <0.05) ; CHD #H 4% . TG . CK ,CK-MB , CRP /K -
5 F X B (P <0.05) , 1] HDL-C 7K -1 BMI ¥5% T
XTHRZH (P <0.05) . X REZH 5 CHD 4 0y M0 4 18
IfiLJE | % JI§ L 4E . SBP . DBP . GLU , TC . LDL-C . LVEF
A, 22 5 LG # I L (P>0.05), W2,

*R2 NEB45CHD AlGEKERIELE

X HRZH 68 43125 5976 +12.79  17(25.0) 28(41.2) 34(50.0) 29.24+31.5 128.03+16.98 80.62+9.57 5.77+1.84
CHD#4 86 58/28  65.69+11.73  44(51.2) 37(43.0)  47(54.6) 24.65+4.45 13225+19.35 79.16+14.18 596+1.8
X/ tA 0.298 2.980 10.866 0.053 1.329 -1.377 1.844 -0.019 -0.089
P 0.585 0.030 0.001 0.818 0.249 0.037 0.067 0.985 0.916
XJHRZH 4.31+0.96 1.36 £0.75 1.21+0.32 2.66 +0.64 87.64 +38.45 1097 +9.66 64.13+698 3.64+7.77
CHD 4 4.33+1.31 1.58 +0.78 1.04 +0.23 2.75+1.01 379.97 +952.33 2996 +£54.74 63.25+9.76 10.88 +23.09
X’/ A 1.666 2.805 -3.135 2.470 2.787 -1.205 2.683
PAH 0.504 0.015 0.005 0.049 0.000 0.524 0.000

22 CHDAGEXEAMFIL-35KFELLERESM
BE M9 15 B9 48 55 14

CHD 20 % B8 20 11375 1L-35 7K S50 1) (42.76 +
13.79) . (109.45 + 28.87 ) pg/mL, & t K5 56 , 22 5#4 4¢
it X (1 =-17.805, P =0.000) ; CHD 4 IfiL i 11.-35
TR T X R4

Spearman fH G HE 7 Hr 45 R L W], CHD /& % IL1E
IL-35 /K °F 5 TC. LDL-C., TG #J & 1 41 ¢ (r. =
-0.321.-0.218 F1-0.215, P =0.003 ,0.044 F10.047) , 5

oxL.DL 2H
El1 KHETHP-1HAEMISE  (x200)

poNiE:|

HDL-C £ 1EAHE (1, =0.322, P=0.003) .
23 JBHEMOTLBERFMME M AEEEKF
tb &

LG (5 55 5 7R Xf B 2H THP-1 40 Jifd )N o 20
Yy, oxLDL ZH 21 L N AR 38 22, 2048 in s, IR 4k 2
5 oxIDL 41 L 55, 4 M P9 20 %% 1 AU 18 5281k .
) 5 20 5 oxLDL ZH AU 55 2 41 Lo A, 248 M P i i )
WD, LR LR

R 41



EBREAE 534 %

Xt B4 L oxLDL 21 A 5 5 41 | 5 ) 5 41 THP-1 #3 JATHP-1 4N TC.FC.CEKTLEL
AN TC FC .CE KT FL B | 237 2 5 BF L 2 53 A7 (mol/mgrot, .+ )
Giito 3 L (P <0.05) ; ST IR AL, oxLDLAHTC. T TC Fc CE
FC.CE ¥ T} 55 (P <0.05) 5 5830 45 20 Fe 4, 75 31 X B 2EL 542+0.16 1.50 £ 0.16 3.92+0.26
41 TC . FC . CE #J &A% (P <0.05) . 40 ng/ml 11.-35 fi§ oxIDLAL  3594+257 884016  27.10+2.647
A B Y TR A0 TR SR T B BRI v el 32003087 8001037 24.00+2.26"

PEAE R 5 S Sl MR s . UL 3. A 13712061727 468+129"2%  9,03+0.77%7
2.4 IBASEIATHP-1 M NBD-FEEE  Fif 158.100 13670 161.000
HIFREL Pl 0.000 0.002 0.000

S 2H 5 % BE 2H THP—1 41 it P NBD- JiH [#] i fifs I @50 AL L EL L P <0.05;@ 5 oxLDL 41 Hi 4%, P <0.05;

25 I ) B0 T WA L e 4% I I L S 4 5 ) R @A AL, P <0.05.
ALECE, AT Py NBD- LI B Bk S TR e 000 ) @9z s S0 AL P Hu R, 25 AT G B

W2, X (F=8.102, P=0.012) , SZH £ F1 2 (% ; Wi 2 F1 4%

FI A, 2 SRR 7 2400 558 ORI (000, ks,

of [A) i FT LA, 22 57 A GE 0% B (1 =726.726, P =
Fl
h

Xof 4 S Xt B Xof B2 SR

6h

SeeH

2h 4

8h 10h
2 NHRASSIGE THP-1 X NBD-REE EZRIIEEL  ( x 200)
x4 WRASLWHATHP-1ARARMEEAFILEE (x+s)
25 2h 4h 6h 8h 10 h
poy it 1536.7+ 1433 3207.0 = 149.3 4665.0+127.9 5048.3 +310.2 5092.7 +152.9
SEGA 967.7 £ 83.0 2035.0 + 88.3 3421.3 = 100.1 3791.0 + 182.7 3863.3+232.7

25 £K4HTHP-14iA CD36.SR-AF1Lox-1&EH EEAE T oxLDLA (P <0.05) . W35 FfK 3,

B RIEZLER 2.6 & 4 THP-1 48 B CD36. SR-A #1 Lox-1
X BB 2 1L-35 4 . oxL.DL 41 . SZ 56 2 THP-1 41 fif mMRNA B3t KL= L&
CD36 ,SR-A Fl Lox—1 & FH A X F ik & i, & 2 S FB4 IL-35 41 . oxLDL 4 . SZ 56 4[] THP-1 41 ity

T, ZRWE G2 X (P <0.05) ; oxLDL 4 15K CD36.SR-A il Lox—1 mRNA #i%f ik & L8, &7
5 4H CD36 . SR-A . Lox—1 7K [ AH X} 26 15 5 ¥ & T %t 200, ZRE ST E X (P <0.05) ; oxLDL ZH Al
HE A AT IL-35 4 (P <0.05) , S 56 41 CD36 25 I AH X % S22 CD36 .SR-A Lox—1 mRNA fHXf ik B & T
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A0k, A2 1L-35 T CD36 Rk FGEAN A P i AR AR sl kR R ERE AL O BRI RIF

R5 HHETHP-140AE CD36.SR-AF1Lox-1
EQEMERIEELE (rxs)

20 5] CD36 4 [ SR-A Lox—1 4K
Xt HE 2] 0.63 +0.09 0.40 +0.02 0.65 +0.01
1L-3541 0.40 + 0.02% 0.50 + 0.03 0.76 +0.12
oxLDL 4 129+0.14%%  1.18+0.13Y2  1.17£0.197?
S 1.08£0.09%%®  0.99+0.11%%  1.01+0.097?
Fii 113.800 56.840 11.270
P 0.000 0.000 0.003

H: Q5% R E, P<0.05; @5 IL-354 [, P<0.05;
@5 oxLDLA LA, P<0.05,

XTHRZ] 1L-3541 OxLDLZL SCE4H

88 kD

70 kD

Lox-1 55 kD

43 kD

B-actin

B3 &4 THP-1408CD36.SR-A.Lox-1 EHMRIEE

X HE 20 A1 1L-35 2H (P <0.05) , 525 40 CD36 mRNA #H
Nt 2k AL T oxLDL4H (P <0.05) . W% 6.

*R6 HHETHP-14HAICD36,.SR-A.Lox—1 mRNA

A RIEELER (vxs)
2151 CD36 mRNA SR-A mRNA Lox—1 mRNA
Xt HRAL 1.00 + 0.04 1.04+0.39 1.00 0.05
IL-3541 0.81 +0.077 0.89 +0.35 0.93 +0.05
OxLDL#] 1.88+0.09"?  3.02+0.65"% 32720217
SEEH 1.50 +0.0572%  266+035"%  3.19+0.28"2
F{E 161.200 17.270 159.800
P 0.000 0.000 0.000

o O5 XA A, P <0.05; @5 1L-35 4 b #, P <0.05;
35 oxLDLA FLE, P <0.05,

2.7 HHEATHP-14AEp-p38/p38 EEHEXTRILE
b

X HEZH 1L-35 41 . oxLDL 21 5235 240 THP-1 4 Jfd
p-p38/p38 & 11 AH XF & ik & 43 i 2 (0.23 £0.06) .
(023+0.07) . (1.48+0.2) . (0.91 £0.11) , & J5 241
Mr, 2258 4 5 X (F =74.000, P =0.000) ; oxL.DL
20 RIS 36 20 p—p38/p38 AR 1 AH R 3R 3k Tt 4 R TR R
ZH A IL-35 41 (P <0.05) , 52 50 2H p—p38/p38 & [ AH Xt
FRIREALT oxLDL AL (P <0.05) . UL 4.

WHHRZH IL-3541 OxLDL#H S:sH

p-p38 40 kD

p38 40 kD

43 kD

B-actin

4 & THP-14138 p-p38/p38 EAKIRIA

2.8 KLATHP-14RECD36 ELHEXMKIEELLER

X REZH | oxLDL 4\ SE 56 41 . P79350 41 THP-1 41
i CD36 & [ AH Xt 3 35 & 20 5 & (0.63+0.09) |
(1.29+0.14) . (1.08£0.00) . (1.17 £0.11) , & J7 £ 43
M, 2258 53 % 7 X (F=35.090, P =0.000) ; oxLDL
20 SEE4H L P79350 4 CD36 B (A N s B T
X HEZH (P <0.05) , oxLDL 4 F11 P79350 41 CD36 & 14 Al
X Fe ik Y T4 (P <0.05) . WL S,

YEAZ] IL-3541 OxLDL4 SC5e4

(D36 - ..- 83 kD
B-actin - - - - 43 kD

5 HHATHP-141fECD36 FEHMREIE

AS J2& CHD H8 3 fie LA 1 95 BEAR A, 32 2245 45
2 2 K RE IR B () R B R RRE 1) K JE . ASHRAE R B
) 7T B B R R g 7 2 07, AR AIE 2 0 K 4 i
FE 20 i 9 R iR R WE A R, A A R -12
(Interleukin—12, TL-12) FJ&E I+ 5 2 P .0 WL AE |
F ke 2 L0 WUIE JE 45 Z2 Fi oo I 45 9 9 25 VI A
K e AS 1R & A R TR A R RN IR T A0 A 1Y) T B
b R 45 R B Y TL-35 R IL-12 % — B, il AE
RPLRHF S5 A B Rt SO G , A
28 R RIRBE TR MR GBI KR &
JRI2N S ESE s, TL-35 1 28 38 AT LA SE 2 5 ik
SR RERE Ak 1Y) & R L IR YT B AR AE OC R P S AR g
fih RNA it 2 38224 A 5% 17 S 38 i 43 #r CHD £
MY 11L-35 /K -5 1 g DY 351 i) AH 5G4 L & B8 CHD
H LT 1L-35 /K SF 5 HDL-C S IE A%, 5 TC . TG,
LDL-C #J 2 A 5

A 5 30 4 I 2T e 2 F0 THP—1 P JE [ A5 )
A TL-35 XoF 90 U 40 L A9 0% 1A 90 i 4, TR) e &
I 40 ng/mL 1L-35 REA &4 i THP-1 48 fd P4 i Joz A1
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i34 %
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