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[XER] REAMGRE;, MBEE1;, —RLR; ASERE; ASEREIHHK

[ ZE] B KARAUZOEBZEMBEE 1 KFEASTRE(LVH) M X4, FiE MALERERZL
ME f R B 55 6], 5 B JE R LVH 4030 4, & fe R 4E LVH 28 25 ), 5F REAUE 3R 32 9] 4 B Ak A 5 A A 2T R
W, RHBERSREESEAERAEE ] —BALR(NO)KF, LRk 87T AIAMATRATCRY ER FHE it
HESEREFRHK(LVM), R ShEEF 2R MEE 1 NO KT LT BAR ZHEAIK(P<0.05), B3 E4E
LVH e ¢ Mg & 1 NO KFAKT & /EL LVH 28(P <0.05), Pearson @ E S EFTMEEZ 1 5 NOKF 2R
FIEAX(r=0.565,P <0.01), 5K % E AKE FHHIE BE LVMI 22 F GA48X (r 55 A -0.713,
-0.699, -0.788, -0.311,-0.675,P<0.05 & P<0.01), 3 LE&MBEF @S I FTMBE | HK%HEZ T
K (byggs = —2.140,P <0.05) , 54K EAL 2 ABK (bpypy, = —1.382,P <0.05) ; MAEEFE 1 % fe JE SR A2 5 5]
5 LVMI 235 A8 (byps = =5.980,P <0.05;b s e =0.103,P <0.05) . £ RA M & fo k& 2 o 2 W B
FIAPFRESRK MELE15NOESEEAME SLVMI 22X AMME, MEL]1 THERARSLEE L A
S F R SR G — AR TR A AR,

[RESES] R544.1 [ XEEFRIRAG] A

Relationship Between Plasma Omentin-1 Level and Left Ventricular Hypertrophy in

Patients with Essential Hypertension
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[ ABSTRACT ] Aim To investigate the association between plasma omentin-1 level and left ventricular hypertrophy
(LVH) in patients with essential hypertension (EH). Methods We randomly enrolled 55 essential hypertensive pa-
tients with or without left ventricular hypertrophy (LVH) , and 32 participants with normal blood pressure. =~ We measured
plasma omentin-1 and nitric oxide (NO) levels. Left ventricular hypertrophy was assessed by left ventricular mass index
(LVMI). Results Plasma omentin-1 and nitric oxide levels were significantly decreased in essential hypertensive pa-
tients compared to normal control group (P <0.05), and were further reduced in essential hypertensive patients with left
ventricular hypertrophy compared to those without left ventricular hypertrophy (P <0.05). Pearson correlation analysis
showed that plasma omentin-1 was significantly positively related with NO (r=0.565, P <0.01), and significantly nega-
tively related with systolic blood pressure, diastolic blood pressure, mean arterial blood pressure, pulse pressure, LVMI (r
=-0.713, -0.699, -0.788, -0.311, -0.675, P<0.05 or P<0.01). Multiple linear regression analysis
showed that omentin-1 was independently related with systolic blood pressure and diastolic blood pressure in patients with
EH (b, i = —2.140, P<0.05; b
ently related with LVMI in patients with EH (b =-5.980, P<0.05; b

omentin-1

-1.382, P<0.05). Omentin-1 and hypertension course were independ-
=0.103, P<0.05). Con-

omentin-1

hypertension course

clusions Plasma omentin-1 level decreases in hypertensive patients.  Omentin-1 is positively related with nitric oxide,

and is negatively related with LVMI in essential hypertensive patients. ~ Omentin-1 may be an independent indicator for
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LVH in essential hypertensive patients.

Jir AP v I 2 B i DL o I A =2 — 3
R BB IS, 2EKA BT 30% 1) LA R
A e i Hs 2 Rk 4 SR i Y 8 3k T A 1)
R, 2013 A rp B 4 ) O A8 R BT 4 O
Aii B — TR T TR F 5 s, 3T 0l e A A8
R 3.3 42,4 3 ZIRAHA 1T N ILE, (2
ECAES A INEN SN NSV ST S o Y (S T 3
b G =1 | DA 7SV ¥ [ A s NS .95 S W ke
THAEFECL il E 0 S 2 S B RGN
A FEER ST, 2O MR (left ventricular hy-
pertrophy , LVH) J2& & Ifil s 5 8 UL 9.0 JIE I &4, Fifl
R I R 0 A 0 R B A7 R SRR
WG A O F BE IR R g g R O UE S B
AU I LVH,, J R P e Il e 8 A & IR
FARHL o S A IR A TR A A 41
AT MA R RR T PR B T 5 R R R AR R A
FISESE 3 5w R O UUIRIE & A R RAEE

IR (omentin ) S5 S 2 1K T 5 M 2H 41
AOZAMEIN 5~ A S I0JI5E 2< 2 IR o7 T e (R 1q22-23
b AN T TR 2R 35 kDa, H 313 AN R 4
S RIRREER 1 AT IR AR o S R
BRI F LM EER ALY E Y6, Bk sh Y S
RUIRIEEZR 1 R S 2 A5 A & SRR, HAE AL
A PR ER 1 REASF TR B 25 IS PN B 400 i — %
LA A T (nitric oxide synthase , NOS) &5 1117 v 224,
@&?E@@éﬁﬂt,}}\ﬁﬁ@ifﬁ NOS,FKd:*/prC/fL( nitric ox-
ide,NO) , fff i 55 &7 5> . [N AFFE & 3R, 5% B4
PO A, T e o o e S 3 M 3 3R 1 /KT W J
IR R M IR R IR R 1 50 AU R
FIARDCHERIFSE [ N M AT 08, AS SO W I &
PR IR MR ZR 1 5750 BT e 4 (left
ventricular mass index, LVMI) B9 3¢ &, B0 R & M i
I H AR SR SR 1 K5 200 3 B R A et
Ry SR R I B B R 4 SR A B AR AR

1 #AREFE

1.1 BRITH

KEHLAZE 2011 4F 8 A F 2012 45 12 A kKL
ARHTL R MBE AL BNEA KRG LE &H S5
i, B 27 ], 4 28 ], 544 30 ~70 ¥ P34 51 +8 ¥,
K A A I B A0 B E A AE AT, B De-
vereux /A 7 R & M & i E B B LVMIL; LVH 47

HELLVML B > 125 ¢/m’, % > 110 ¢/m*, AR 3E LVMI,
¥ 55 Gl JE Ktk B3 4t E B LVH
4130 ) F ot & LVH 41 25 ], 7 Mk B f B R
Ao G LB ER 32 I AE h At B AL, H o 5 16
i, 4 16 ], £44 30 ~70 % ,F3# 50 7 ¥, FiH 4
ANHE RS MATREAEERERESR,

PR BINBATE: (1) FF4 2010 F(FEH
mEGEHE) A LN E, ZEVERE 3 KAH
Bt [ N & if &, 9% 48 & (systolic blood pressure , SBP)
=140 mmHg 71/ 3% 47 % /£ ( diastolic blood pressure,
DBP) =90 mmHg; (2) R X Mea i JE BH % 4 1,
23 %3 HAhLI B L ER ARG BT, &
RECHVELEREESRECEARESY?2
B L (4) #8730 ~70 ¥ 2 8, HKRARE. 8
FER EELE AARSGLE AHF4LEE
RSN I - AN A B RN 2
o ERMEQE KT O BURE B R I R
N TR AL SE R RUE M R R AR R
KRB CEMEME QR KRR KRR B
PELZE M B &R MR MR L6145 | Kkt AR
AN R R R R AL S BN E
SEAERR CENFESRAARE2 ANY
MAKES BFost BERE R TFEH,

1.2 IImENZE

AR 2010 SE( P E G M E b dew ) R BFW
i, XTHE 5 A & 34T f R & 38 K - SBP DBP T
3] 20 ik & ( mean artery blood pressure, MABP) %
1.3 BEULIHEKRE

% Fil Philips 1E33 % % & %14 = ) b7 O, AR 3
*ERFCHEWSEE T L, MWECHESESH,
AFieFdLom B, MEHFIBDFUTHFHFEKEK
WMaENEANE(LVIDD) HFRK LB ERREE
(IVST) #F K KM 200 % J5 B B & (LVPWT) K ik
YR M AN ERNAZ(LVIDs) (£ B WE(LA) AR
FEHKRKMAR (VL) Folk 48 R AR (Vs), W
WA G, E LVMI f 20 % 4t 4 8 (LVEF) , 2
AT AZCEHRE(LVM;g) =0.8 x [ 1.04 x
(IVST + LVIDd + LVPWT)® = LVIDd® ] +0.6 g; &%
AR (BSA;m”) =0.0061 x & & +0.0128 x K& -
0. 1529 ; Devereux /2 3. : LVMI (g/m®) = LVM/BSA;
LVEF = (Vd - Vs)/Vd x 100% .

1.4 MPERAFE
ZhHFHH 10 EEELEHE KB FEREH
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WA IE o # i 2 mL, B T A& EDTA 8 404 %
B8 T E 2 h 5 2L 3000 r/min B8 10 min, 4
B % T 400 L EP & AR R A L% T,
BT -S0CHMKEKFKAEF, HEEFAN M
FEE 1 .NO AF, ¥ MESR 1 K ABKEKRER
Mtk , 3 NO U = Jf T a8 30 R 3, A U L A2 3 &
B BRA &N B EREE,
1.5 MmMEMESE1ME

KA BB AR ENE, WEE 1R
MR T e B B AL, R B AR, B AT
B R M EREAR MBI, AP HEER L 5E
MR REE S, RERERERE SR, Bl
NEMENHFLREE 1 Fo&  HAR T A 4 58 A7
BHWEMEX KRN E-TE- B KL, B
REBRRERE S, B M NJR G M F L E
Kkie, RO EBNBMERTENEE, &
FMNA LR, EBRNEAT, R L hE A, B
FRPLTE 450 nm 9% K 4L € R K E (absorbance , A)
ERMB e EEMBERPNRNEL L RE AMEKX
INE AR, RIEARVE R AR A L, T EEAR
FHEZ1SE,
1.6 MmMEF—FHRNE

KAEHBARZMNE, —ALEFER
ER,CERME, ERARBE AN TR
(NO, ") fe i B 2 (NO, =), B bl & i % NO, ~ fn
NO, 4 &, Bl [ vE# R Bk W NO KF, @ T
NO, " T # — F 5 L & NO, ~, # A F & B 3 5 By 4
FMRE NO, "B A NO, 5 # & 5 & 5 0 1A
THERRLEN ALY, BT 6K AN
FE LR E B B R, AT 1] B R B R 7 NO K,
1.7 Sit=4biE

KL SPSS 17.0 2k 1 f.5 7 An 0 AT B dE . 1t &
TR DAx x5 Fow, T 4L & 5 8009 Bk R 4 S A
At A®,3ANLSHERXAERNE T Z0N
(One-Way ANOVA) ; 1+ %0 % B K F x* &, WA
% 1 5 NO,SBP . DBP MABP_ fik & (pulse pressure,
PP) \LVMI # % % #| £ %k A Pearson 48 5 21 ; % Fl
% I % P& O [E A 47 7% 2% SBP DBP LVMI # %
WEF, 2R EFMAE a=0.05,P<0.05 A%
ZRARITFE XL,

2 # R

2.1 3HE-MABLR
3 AWFFEXT G A KBTS X (body mass

index, BMI) 0o MU A% P96 2 PRIR LI |
JIEL TS H il = | o % B2 R AR 1 JE [ B (high den-
sity lipoprotein cholesterol, HDLC) fIx%% & i5 45 H IH
[ (low density lipoprotein cholesterol , LDLC ) 7K~
s, 22 R #E X (P >0.05), 3 4iF5
PR S | IR S S | i A SBP \DBP |
MABP PP H#, Z R A G IT#E X (P <0.05), H
e I LVH 21 & 1L 5% 72 . SBP . DBP . MABP , PP
B IETC LVH 4 8 m (P <0.05;3K 1) .
2.2 3HAELNEENIEIRILE

3 4 IVST W8, Z R A G #E L (F =50.02,
P <0.05);3 422 (AW Hbd, IVST 22 % Y8 481t
R (P<0.05), 341 LVPWT ek, 2R H 41
SEEESL(F =59.20,P <0.05) ;3 2H 22 8] 9 MG L 5%,
LVPWT Z S ¥ A G4 E XL (P <0.05), 3 4
LVIDd [LE, Z R A St E L (F =45.91,P <
0.05) ;3 4L B P L%, LVIDd 22 55 ¥ 6 4 it 2
HEX(P<0.05), 340 LVMI I#, 2R H G5
X (F=126.82,P <0.05) ;3 2 [A] B L%, LVMI
ZFBAGITEE X (P <0.05;K2),
2.3 3HAMBMESE |, —RKULBKFLILE

3AIMAKMBER 1 KPR, Z5F A5 E
X (F=59.37,P <0.05) ;3 4l [a) P 5 FL %, I i
R1KVPERBMAEGIHFEL(P<0.05), 3 4
WNO KA, ZF A4 E L (F=89.11,P
<0.05) ;3 2 [AIM W g, NO /K22 34 A Gt
FEN(P<0.05;%3),
2.4 MPEZE1 5 NO,SBP,DBP, MABP, PP, LVMI
KR K15 AT

Pearson HZAHHIEE R BN, MEEE 1 5 NO
S RFIEAC, S ST Pk KT
LVMI £ i FAHSE (P <0.05 5 P <0.01;%4) ,
2.5 SBP.DBP.LVMI 5#XiEHRMN S TEERS
35347

(1) LA SBP fEN ARG, AR 1 NO W HH 5
(Fc =0,/ =1) A BMI S EZGS (T =0,4
=1) . IERFESE 7 AT RESZIA 1Y B R A A A
AT 2B M 8 (o, =0. 05, ay, =0. 10) ,
55N SBP (AT 52 m P 2 I E 1, SBP £
TR A 77 5 . SBP = 204. 209 — 2. 140 x [ [ji 2%
1, JERKUR® =0. 508 , B AAUA I Z et RIS T
TR F S 1 BB 08 A B R A8 & (SBP) I A 7 LA
50.8% , & F K56 (F =54.724,P =0.00) , L5 1Y
MIE A G FE L (R S) .
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Table 1. Comparison of general data among the three groups

moH StHEZ (n =32) FMET LVH #(n=30)  BMUJESE LVH 4 (n =25) PfH
Fr2 () 16/16 15/15 13/12 0.698
(%) 50.2 +7.6 51.2+7.9 52.1+7.7 0.634
BMI(kg/m®) 22.7+1.8 22.9+1.6 22.6+1.5 0.757
WA S (3] 27 16 14 0.004
e L 7 5 (1) 9 19 18" 0. 000
R () 0 28.2 6.6 49.6 +13.8" 0. 000
LR (/51 71.5 +14.7 73.3 +8.5 75.6 £9.1 0.415
SBP( mmHg) 115.0 £11.9 160.9 +7.5° 169.9 +6.5" 0.000
DBP( mmHg) 72.7+5.9 98.3 +5.4* 103.0 +4.4™ 0.000
MABP( mmHg) 86.7+7.3 119.2 £5.1° 125.3 +4.6™ 0. 000
PP( mmHg) 42.3+8.6 62.6+7.4" 67.0 +5.0" 0.000
LA ( mmol /L) 4.8+0.2 4.9+0.5 4.8+0.4 0.188
BN AW (U/L) 20.4+7.2 20.2+8.2 20.4 £4.9 0.992
PRI ( pumol /1) 306. 1 +60. 4 296.9 +57.1 315.6 7.1 0.544
JULBT ( wmol/1.) 76.6 +13.4 78.8 £14.8 77.1%17.9 0.841
SB[ BE (mmol /L) 4.4£0.7 4.4£1.0 4.5+0.7 0.796
Hih =& (mmol/L) 1.2+0.4 1.2+0.4 1.120.3 0.983
HDLC ( mmol/L) 1.5+0.3 1.7+0.5 1.520.3 0.083
LDLC ( mmol/L) 2.420.5 2.2£0.8 2.4£0.6 0.349
a P <0.05, 5% B4 ;b N P <0.05, 55 ETG LVH 4 1A,

x2. IEELEEMERLR

Table 2. Comparison of left ventricular remodeling indexes among the three groups

| n IVST(cm) LVPWT(cm) LVIDd(cm) LVMI(g/m?)
Xof HRZH 32 0.75 +0.10 0.74 +0.10 4.32£0.34 62.25 £15.88
LR TE LVH 41 30 0.87 +0. 10" 0.86 0. 11° 4.69 +0.40° 87.00 +15.12°
i I A LVH 20 25 1.00 £0.07® 1.02 +0.07* 5.31 £0.45" 126.22 +13.90"

a i P<0.05, 5% L L ;b 5 P <0.05, 55 1LE T LVH 40 1A,

& 3. 3 AMRMER 1.NO KFELLE
Table 3. Comparison of plasma omentin-1 and NO levels a-

mong the three groups

vation indexes

® 4. MEEX1 5EXEROEXESH

Table 4. Correlation analysis between omentin-1 and obser-

V| n PIEE1(pg/L) NO(wmol/L) Eist r P
X B 2] 32 24.7 +3.8 21.0+1.4 NO 0.565 0.00
BIUEELVHAL 30 19.9+1.9°  16.3+1.8° SBP ~0.713 0.00
. DBP -0.699 0.00
EILEfELVHA 25 16.4 +2.5" 14.9 2.3

MABP -0.788 0.00
aN P<0.05, 5X B4 HE; b h P <0.05, 51 E T LVH 4 PP -0.311 0.02
e, LVMI -0.675 0.00
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& 5. LLSBP ARZEMN S TL MRS EIFSH
Table 5. Multiple linear regression and multiple stepwise

regression with SBP as the dependent variable

A g b B ¢ P
fg el 204.209 - 38. 121 0.00
MR 1 -2.140 -0.713  -7.398 0.00

(2) Lk DBP 1B B &, LA ZR 1 NO IR A
F(T=0,4 =1) A& BMI mIMLERES (L =
0,4/ =1) M IEARFES 7 A e 1 IR Z /RN
A AR AT 2 on B BIH T (o, =0. 05, oy,
=0.10) , 455 B8 DBP )0 7 52 10 [K K hy o il 2%
1,DBP W2 Ju 4k 1 1ol )4 77 #2 24 . DBP = 125. 759 -
1.382 x I Z 1, g RELR® =0.488, B A5
)2 70 26 M Il U3 J7 B Y 1 A2 i BR 08 A R R AR i
(DBP) W43l 48.8% , 4 F /36 (F =50.542,
P=0.00), Fril& M) A S ib 2 (R
6).

& 6. LIDBP HEEEMNZ TEMZESEIEASHT
Table 6. Multiple linear regression and multiple stepwise

regression with DBP as the dependent variable

A b B ¢ P
Lig e 125.759 - 34.918 0.00
525 1 ~1.382 -0.699  -7.109 0.00

(3) LA LVMI/E R AR &, AR ZE 1 NO | =5 1
JEJi 2 . BMI ,SBP .DBP MABP PP %% 8 /1] it 5%
MR RAE R B AR R AT 2 0 Z AL M 534 (o
=0.05,0,, =0.10) , 55 5% LVMI (478 7 5% 1 [K]
FAMREE 1 &R, LVMI (9 2 o4 M e
JIRE N LVMI =210.462 —-5.980 x M X 1 +0. 103
x LA FE, e RELR? =0. 507, B4 A1
Z 2 R H 5 B2 1Y 728 5 RE 08 fif e DX A8 1t (LV-
MD) I E LR 50.7% . 4 F K56 (F =26.772, P
=0.02) , FrilE R RIR T BRAGIFEE L (R T) .

x7. LLVMI AEEEN Z UL MR E RS
Table 7. Multiple linear regression and multiple stepwise

regression with LVMI as the dependent variable

& b B t P

HHON 210. 462 - 13.154 0.00
PIREE 1 -5.980 -0.677 -6.953  0.00
FILEREE 0.103 0.228 2.342 0.02

3 i i

fe IS FR st R R R R R AR TR O AR
SRR RILE I, 2R N W AR S
SHRWS TR, N & R G 3B 4-5 T I8 iR
R MK R G0 B 281008 5 7K - R R 5
(renin angiotensin aldosterone system, RAAS) %5 | Hirp
P28 PN 43 WA TR S R P v ML R R A R J s FR ke T
W MR, KREHFSET K0, IR 426
oy Z2 P AT A 1 M 0 4 B A g 1 TR, AT
SNERE BEPRSE | D09 RAE | I AE N B2 DI REA A& % V)
KR, BRI, — L lg iy X 38 2ok 4% F AL 1 52 i
HFE A A EF g bE " R I A & A R R
YIRHOE,

WA ZR 1 J&— P 8 PR TR 5 S 2 58 T I
R W7 LA B A, 2 Yang 4500 T 2003 4F 76 X
NZE i Wi 20 4L L R 3 38 7 91 45 % ((expression se-
quence tag, EST) 4TI F I 28R, MIREER 1 HA
PRI | JAE S i S 0 FH 5 e 5 R AP 2
FREZ AW 2= i, IF 5 IERE OBE IR | s R
SE SN LA EEBVIRR, HEBEATZ8
HEWRE N, R N A 2 3 AT T IR AR 9E
P 2R 2 ik PR o T e A 1q22-23 | 4r TR
2970 35 kDa, i 313 DR IERR A N, BRIGAF H AH
5.510 ) WIBEZE 2 A T AR AR B 4 4L
[l 2R 3K T A 4% BRSO IR RIS, IR R A
PO 1 AR 2 PR R B R 1 2 A
Wrh i F2IE A

AHIFFE LS 3 1 v I AR I K TR
F 1. .NO Bk EH N B FEAG, AHOC oA s
MR 1 53K NO 2 B 1EAHC, 5 SBP.DBP,
MABP & i 2 58 O¢ ; Z2 e Mg 20 01 73 B o
PIEEZR 1 5 SBP DBP S AHOG, 1E I 1 A9 4
FEBR T A T WA R LA, 38 A AN E ILAE N Ke
NRERVIANC ML N B BR T & 4% B B AE A1, 38
RE ST IAFIRS T 22 b 5 A 1 78 136 1 A 4 o, an B A i
FRIMAETERMI N R 1 A Bk 1T s N R Ik
R A ER A2, A SRR AEE R — A LA
AeE DGR A= i 5 PR R 11 | 48 N e & 5k [
To IEFIEOLT 05 PR 77 A R 4 il g A
FRNER o S PR PR R sh AP, i DR dr IE IR
AU TERCEE RAE B B AR AR, il
BN REERLEGE R, WFREERW, A N B D fig
e A o ML P B S Atk o v IR 1) A R R v
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EE EZAE N, 50 08 F ) R & % DA
FLBT 0 NO A A 05 R A I EE A T 1l A PR T
Z— TEm MBI — H 52 R, EAMIESRE
FUIMEER 1 X BUE LS EIRR LB E 3k
A MAEEFSRAE T, AL H A R 1 AT 5 A0 i 48
Fe Bl —E AL A A B (endothelial nitric oxide synthase,
eNOS) i 1117 o Z HE IR 1 Bl B2 T6 M T A1 J2E 1 A8 P
Fer=A: NO, WIRRZR 1 W) B X6 25 i 22 B sl ikt A
EF kA, 2 B O BH 1 A8t e % 2 AR
M3 PIREER 1 REA, 148 N B P RE 2R LS B A
B eNOS BERRALID , N B2 NO 7= Az g2, T 5L
AT, FE S E BT BoR | J5 ke s 8
M RREZE 1 KT LT B A B AL 5 AR FF 5 v O 4 )
i 5 e v O R ML P R 1 R R BRI, 5
FEINFFEAS R — 2, BRI MR 1 e Al B
Jir A A vy I B — A K ML

VU WESTYE Y WA &N SEn N
— Bl R I R A L O IS B e R AR
PRGN, WA R 490 3 BE Bk R g Mg o O WUE
B2 L R A R JE S AT 2
AR, 76 E R A 2SO B R R R
25% ~35% . FeUE ML X SO | S L
DI ODHEERE O REERSE R fE R, S0 i
R LR T SN A i S S v A e < v
SEUT R R A A O R T A s
FERAER KK

AT OISR 3 5 I B LVH 20 1 3% 0 fisE 2%
1 .NO 7K -4 5 1 HETJC LVH 41 BH & B , Pearson #H
ST R 1 5 LVMI 5 fuk % ; Zocdtk
A A G374 ] s o s S0 s IR A AR
FEEC M NO 5, MBREER 1, e I g B2 2 LVMI
PSR R 2R R R T B bk RE L
rdem AR 2 4 5L AL, T BB DR AT R Rl AL
RESH R A RS | SO0 ] ] 1l A8 BEL T E— 2B 3G
[Fi) Fof S Sl 228 2 i 484 v, BT L2 T i 26 ) Jo
AT LA M B P 5 R, AL VRO B O JULJR)
RAAS AYILAE S8k 28 1 | 1 T ) o] o] 3 JUL &40 i JES
R ILAH A0 JE BB B B e IR R
FEAC ) EAR R B AR N, A0 IR K, PERY
FWI B 1 38 3 ] p38/INK 3 H A bl il A Py
B B4 I AE AN LG B o T 1 23K, Zhong FEPY HF
FERIMALZR 1 BEU2 I8 o 4H Ml SME = 8 15 B i/ 4%
K kB & 72 30 1 98 PR BE I o (tumor necrosis
factor-a, TNF-a ) 15 I BE M o> 3236, LidbFoe %
B EEER 1 BRI LA PN B SRAE , T I PN B

IifiE, Bartunek %52 K T HISY eNOS 57 1L JF 220>
FHEERSE R K AL 1 1 H K BN NOS 41l
L85 S BRI E T &L 0 LB R, Matter
530 PRER Bl ik PN 1 2200 2 B R R A NO it
TS5, BRI O U I T 21 4 B 189 A= skl JILEE A
WA AEIE AN YRR EE 1 T RGN R 5
% eNOS BEFR 1L , f2 F NO 77 /E . Yamawaki 452"
LA 5 50 Jhk PN Bz 440 B A B0F 9 o 4, 3% R B ) J
1 BBUE A SR T RN AL 2 (U 172 5 R
eNOS 1117 i £z & R AL, W0l INK 8RR 1k , 411
TNF-o R E A 2 Rk,

ZE LTI MR BEER 1 FEAC, B N 2 )
REZETL, I N B2 NO 7= ARl 2b | 0 JIE T 5 67 £ 38
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