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W, e FEEURMAEY M PGEE K, B LR R
B SR A 5] A 2 M 5 g TE AR AR G R, N B it
i SIEMERR  NEIHERE . BEERIP . AETRORS P AR D7 1 A
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E . GTS0 M2k E W E N CAD ¥ . T Zik#H 1
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AR TITE IR TTRE ARB#327) . IR IMLKE .
MR BEWEYE. IHVTER. JRERSFIYLETES ARCHITECT
& GEEMESR 2K AR .

2.2. FEACRAE \DNA HEHL. 16S 4 7& RNA 3 [K i 7 A1 5
Kortr

AREUE B 8 TR SRR (R 2902 g), ETR
R PEA T, FHEBE-80 °C FRAF. FHRF&E
QIAamp DNA Stool Mini Kit (QIAGEN, E[E), % i
3 7 10 U B AN 260 b ) B8 40 1 DNA. i B 514 F357 +
GC/RS18% 1 16S I HE/ARNA (rRNA) JE[K V4 548 5 [X
[20]. % & BE4E [ N (PCR) 7% ] Agencourt AMPure
bead (Beckman Coulter, 3 [E) #AT4ift. i D> &E
(50 ng) #lift DNA 5 Ion Plus Fragment Library Kit (Life
Technologies, 32[E) KK T E .,

—MNREEMEM T “DNA 7 ThR2E (KIRRS) 7 2 —
o AR PR U SR AR REAR 73 5 14 N 1) 2 BEATL R 21
F TS 3 Hh i DNA WS HT Qubit™ dsDNA HS A il X 77
% (Thermo Fisher Scientific Inc., ) K. B
I S22 B 7 B 31 26 pmol- L™ A £ B4 . FH Ton One-
Touch 200 Template Kit v2 (Life Technologies, 3% [H)
6 PCR. 4738 - 3C e 3l 7 £E 318 A8 Fr_E A ] Ton Tor-
rent™ /N NFEF LA (PGM™) % 4t fll Ion PGM I J7
2007 & (Life Technologies, E[E) #1T. MF/E, %
7 432 PGM A i i, 25 BRAR BT B AN 2 s [ 5 471
BB R IE, BT E PGM Ji & A 4 SR B 5 oA
FASTQ UM KJEFE 150~220 MFgFENT . P34 i oy B0 HE
20 BA_E 5 A0 B AE 2R L0 B T EAE R PR B b . SRS &
WU M SRR P (CD-HIT), KK JEAE 150~220 ik
FEX 7 A [E AR oy 2R BN (OTUD) HEATFEZR EE X [21]
R A SAE T E  (RDP) 43 2K 885 OTU 3T 402K,
H %5 BIAE R 50% [22].

FrA T A& NELR A TR G2y (WAMEZO
P EEbRTE . ABFFIRTT T A I B E R A R = .

2.3. Giit i
AT P, A% A TS OTU I BN 2 FE 4k A=



= PE[23]. RAREM AR, ARG ket
ATEHCE . Al R 22 2000 H R e A 0 R LU AN [R] 2L 1] 11 3
EZESR, BRIEAGUH . EH—AEET R EE R H i
T..H Galaxy >k 7381 AN [7] 25 18] ) 1 B 22 %, %0 A LR AT
DL A Huttenhower 545 % Y U1 Chttp://huttenhower. sph. har-
vard.edu/galaxy/) 3R13[24-25].

G884 SPSS (11.0.1 D 737 %48 f: logistic
MR, AR T2 B T P S S AR T S B B2
B CAD BRI HE L (OR) K 95% BEASIX 1] (95%
CD o BRI AL S A N BE &S K] 25 5% Framingham K
4 B B ThReEAT T A % . il i Hosmer-Lemeshow )
A KR AN SPSS )52 il LAERFE (ROC) HiZE T AT
TR VE Al e 48 2 4% & — ¢ logistic [B] U3 43 Hr B2 AR T AR
{ELFRH) 31l e

R R (3.6.2/0) 1 ggplot2 (0, 2 i B 7 A2
1 48 JE GO A 2 . A 517 Kruskal-Wallis 77
Z 3 Hr (ANOVA) L =7Fl CAD &AL Z 8] f] Chaol #5
%0 Shannon 8% Simpson ¥& ZUF1 5 5] & Fa £ 2= 7+ o
8 I R B At Wilcoxon Bk A 56 U 50 41 22 8] (%) B A AH R
FERIX A . f ] MetaboAnalyst #£17 F B4 81 (PCA)
4y e /N ¥ 7 # 23 Hr (PLSDAD [26]. B 2 K1 H
Bray-Curtis 5 Jit £ 5 J7 % 40 T (PERMANOVA) i i€ ,
DAAS 56 — 2H 22 [A] (%) B A 45 7 22 = . ¥ ] MiicrobiomeAna-
lyst [27-28]#R 4 Bray-Curtis 5 Jii 14 & LI B Z AL, RA
Ward JE I T EEAT 2 R ERDIR B i1 . 38 R 4K
- H 1) pcaMethod A pls A6 43 A TH 5 PCA 1) 7l R 4
Q) A R (RD. XTI, B
p<0.05~NZERBGGITE L.
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3.1, EEEF

Ctrl. LT50 fI GT50 =41 F ¥ 73 5 (61.4 +
7.5 %, (60.6+10.8) ZHI (61.7+9.0) %, FikLp
I3 68.4% 64.3% F184.4% (F1). 5LTS041M Lk,
GT50 4 (A % B2 iR 25 I [ % (low density lipoprotein
cholesterol, LDL-C) B & P& MK . H iy =8 (triglyceride,
TG) 7KV B ik ik R Ak 4 O 1 25 5005 A 6 I8 221291
A 5T HOUL R B L TG /KT 2 20 ik o8 A B A4 P i T
JEE . MR (diabetes mellitus, DM) & CAD ) fG [ Al
(301, AL H DM 2 WibsiE 7 I % KT 7.0 mmol-
L' 80H DM i s o EARBEFEAIH, KRB =2 [
TG ME A R 2 R, EIRATIE S LT50 2HA GTS0 41

3

[ DM 2R 2 BT Ctrl 4. GT50 419 = % (HBP)
BRI BACT Crl 4. =H A HAMSHR AN EER.

BRI TREIBHHER IR E IR

Variables Control LT50 GT50
(n=19) (n=14) (n=45)
Age (year) 61.4+7.5 60.6+10.8  61.7+£9.0
Sex (male %) 68.4 64.3 84.4
BMI 242+43 234+34  247+24
DM (%) 47.4 143% 15.6°
HBP (%) 78.9 57.1 44.4°
Leukocyte (x 10°L™") 7.8+3.8 6.1+23 7.0+2.5
TC (mmol-L™) 41+0.8 45+12 3.8+1.0
LDL-C (mmol-L™") 23+0.7 2.5+0.9 1.9+0.8°¢
HDL-C (mmol-L™") 13+04 13+0.3 12+04
TG (mmol-L™") 1.2+0.8 1.8+1.5 20+£1.7%
ApoAl (g-L™h) 1.5+0.2 15+0.3 15+04
ApoB (g-'L™) 0.8+0.2 0.8+0.3 0.7+0.2
ApoE (mg-L™") 385+13.0 405+138 37.1+185
LP(a) (mg-L™) 367.6£392.3 264.9+362.0 312.2+356.0
Hb (g'L™) 134.6+19.0 1357+154 1383+12.4
Albumin (g-L™") 38.1+2.2 392+34 41.6+5.8
ALT (U-L™Y) 249+269 249+246 313+212
AST (U-L™) 65.6+ 1428 20.9+7.5 283+ 143
Glycosylated hemoglobin (%) 7.2 +2.4 59+0.8 6.1+0.6
Alkaline phosphatase (U-L™") 57.4+13.8 603+19.6 658+263
Bilirubin (ng'mL™") 159+174 104+4.1 13.0+8.7
Bile acid (mmol-L™") 4.6+34 42+22 4.1+3.0
Urea (mmol-L™") 6.5+3.2 59+3.0 49+1.8
eGFR (mL-min-(1.73 m%™")  79.9+15.1 84.1+128 853=158

314.6+113.9 380.7+165.5 326.3+78.2
6.3(52-74) 53(5.1-6.1) 5.7(5.0-6.7)

Uric acid (mmol-L™")

Glucose (mmol-L™")

Na' (mmol-L™") 141.7+53 141.6 +3.2 141.7+1.9
K*(mmol-L™") 40+0.5 41+02 3.9+0.6
CI” (mmol-L™") 100.9 £ 5.6 103.7+£3.9 103.0+2.9

p <0.05 vs Ctrl group; ° p < 0.01 vs Ctrl group; ¢ p < 0.05 vs LT50 group.
BMI: body mass index; DM: diabetes mellitus; HBP: high blood pressure;
TC: total cholesterol; LDL-C: low density lipoprotein cholesterol; HDL-C:
high density lipoprotein cholesterol; TG: triglyceride; ApoAl: apolipoprotein
A-I; ApoB: apolipoprotein B; ApoE: apolipoprotein E; LP: lipoprotein; Hb:
hemoglobin; ALT: alanine aminotransferase; AST: aspartate aminotransfer-
ase; eGFR: estimated glomerular filtration rate.

Data were presented as mean + standard deviation (SD) or median (interquar-

tile (IQR)).
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T = Fh CAD % B! 2 [ii] {f) Bray-Curtis % 5 PE 15 B S FLE < 50% (LT50
H, n=14). PEFE>50% (GTS04, n=45) FMEHRE (Culd,
n=19) %, PERMANOVA F=242. R*=0.061. p<0.0l. (b) 72
RMIR FER ] Bray-Curtis 25 5 1l ward 29515 51
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R — 0 15 2 S W LA 78 44 3 T iE i A
Y 2 (B AR . 2B E TR E PCA K2 () A
=M CADEA, BICtrl. LT50 f1GT50 47 oy, A W
IPLSDA [ 2 (b) 1@/ =F CAD R AL Z [ X 73 N

0°=0.20, RUFZBERA TN EEJIRAC. A)5, (£ 190
AN A = A I A E MR . SR BN, 95%
DA B AR AN R B . SOAT IR JEERE B AT TEAT
WPUTT, DLAALFEURF B . AT B AR N LA (B
3. HCul AL, JEEER [ TFIR H I AH XS F FE7E LTS0
Y S R BN, T AR AT R T AR X R B R ek
B (p<0.05). 78 4R SMILKT I E 233 A& . AR P
BHZHE PG FEE, B4 (0 BT a8 F
FERE 104N E . T B A &I N iz it i i B B 1)
=ZMARFERL31-32], BAVHAL T =AM ARARTAAAN
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0.47 (0.36~0.61).
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FASE ) CAD R AL I IX A ARSI A FERE N T 50% (LTS040) . sebREAKBE A FE B KT 50% (GTS04D) FmbiREAK I AF (Crl ) (R* =

0.85. *?=0.20). PC: LK%

& Ctrl
= GT50
60 p=0.03 ®=LT50
p=0.03
"; |
R
(]
S
S 40 T *
©
c
3
fe]
@ I l
2 20 b
© 4 4
: H
] G *! .
0 EE—— | AN
-'5 ] ) 2 &
& & s
J O & g
\Qo @ ) @O
?_& 5 <
(a)

& Ctrl

P = GT50

EE,SO ® [ T50

@ -

o

£ p=0.003
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FFE CRFFETT. MATHEN . RITEEH . RIFEERL BT
PRI RN B 11 = P 0 -5 5 A= 20 Bk o A R A 11 JXUS: e
A Blan, XT3 R AT B = R v T A O )
ZikE, Hh AT 19% (95% CI: 4.1%~84%, p =0.028)
Al e KN LTS0, 26% (95% CI: 8.1%~80%, p = 0.02)
T RER RN GT50. {EUH%E | Framingham XU (K 25 [
5. HBP. H% AR (HDL). LDL AUHE IR A1
e X LA 4 1) CAD KUK K 3R J5 [34-35], B T AR B AL
FH AT 8 5 LT50 [ ORIEAL, X e RBANSRAAAE, &
AR AT B S S 3 B2 1385 I 55 CAD JRUS: g B A Ak
K. RIf# 7€ % T Framingham f& [ 8 & 1 Thig )
-7 JB AT B AN AR B XX S B AR X = FE B 39 I 5 A R A
GTS0 AN, HEARRAELTS0OHAWERIRR. HE

FILT50 HEF AT CAD B R HIB B, 31X — 25 R AT
1R JIEL 3K 7 A S A A D3 D B0 R R 1 X T A
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GT50 P REVEXG ARSI AR G, R BIX P9 /> 25 1T R e gk
KRR . ML, RAFH. 8-RTUAT . VIR
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ain A2 R FEAE FH

N T BE— 25T LEfSe 1R 51 1) 20 AN K3 41 1 1) 1
FERFAEXS AR CAD R B ) TN B, K H Hosmer-Leme-
show F 40 1y 7€ 20 > 2K HF £ 5 CAD R A Z [A] ) — T lo-
gistic [l A A5 A4 ff) B SE P, JF R FH ROC il 2% T 11 1 AR
(AUC) RiFAEHH . B 6 (a) R LT50 415 Ctrl 411
AUC 4 1.00, Hosmer-Lemeshow L& £ 461 56 7 p {4 1.00



=0.03
—
p=003
M Enterotype | M Enterotype I M Enterotype Il
&I Ctrl
. BILT50 p=0.04
) E3GT50 I I
o 40- p=0.08 p=091
c : | I 1
8 100%-
c
3 o
® : = 80%
© 20- . g
k] B 4 " alg . E 60%
& : ) Sty : = Q
. il L 40%-
. a0 i 54 L g
| ; ] ) | | ) ‘ ‘ ] o] °]
& & @ @ o 5
© 0 G g @ e °
& & N\ & & & e
S & ‘;\% R S ctr LT50 GT50
2 (%) (\0 &
> @ Q 2 \Q
RV ¢® & 5(9\ 0
¢ &
Q¢

(a) (b)
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B 5. =FiAS A CAD F A N B2 R F (TR RAE 5. (a) LTS04LRI GTS0 415 Crrl A b, LEfSe 1R 5 1) 26T B AR AS [ [f) CAD 2 v (1) 5 454
i[85 Kruskal-Wallis i %%, log,(LDA1§48) >2, p <0.05]. (b) HF5E WA AR FLE: GeRBN A= FEEE /N T 50% (LTSO4D) . bRz ko 4 52 e
KF 50% (GT5041) FMRLIRENKIEHE (Ctrl4) . R4 Mann-Whitney UK, *p <0.05. *¥p <0.01 Fl**¥p < 0.001 F & % 5.



R GRS FE I LA 728 B Rl b =2 2 (1 LR EE (95% CD

Taxa Model Fhenotype
Ctrl LT 50 GT 50
Bacteroidaceace/Bacteroides A 1.00 0.35(0.08 - 1.45) 0.40 (0.13 - 1.25)
B 1.00 0.36 (0.05 - 2.86) 0.11 (0.01 - 0.84)°
A 1.00 0.27 (0.06 - 1.17) 0.26 (0.08 - 0.85)"
Deltaproteobacteria
B 1.00 9.50 x 107 (2.40 x 1077 - 3.78) 0.12 (0.02 - 0.77)*
A 1.00 0.27 (0.06 - 1.17) 0.26 (0.08 - 0.85)"
Desulfovibrionaceace/Desulfovibrionales
B 1.00 9.50 x 107 (2.40 x 1077 - 3.78) 0.12 (0.02 - 0.77)*
A 1.00 0.19 (0.04 - 0.84) * 0.26 (0.08 - 0.85)*
Fuscobacteria/Fuscobacteriia/Fusobacteriales
B 1.00 0.02 (5.10 x 107 - 0.85) * 0.09 (0.01 - 0.62)*
Fuscobacteriaceae A 1.00 0.13(0.03 - 0.63)* 0.21 (0.07 - 0.66)°
B 1.00 2.00 x 1077 (1.00 x 1077 - 3487.00) 0.09 (0.01 - 0.61)°
Fuscobacterium A 1.00 0.08 (0.01 - 0.46) ° 0.21 (0.07 - 0.66)°
B 1.00 1.40 x 107 (1.00 x 1077 - 3487.00) 0.09 (0.01 - 0.61)"
Bilophila A 1.00 0.20 (0.04 - 0.92) * 0.18 (0.05 - 0.62)"
B 1.00 1.70 x 107 (5.20 x 107° - 0.54) * 0.07 (0.08 - 0.61)*
Actinomyces A 1.00 2.29 (0.56 - 9.37) 0.43 (0.13 - 1.40)
B 1.00 0.95 (0.10 - 9.53) 0.35(0.07 - 1.82)
Clostridium XIX A 1.00 0.23 (0.04 - 1.32) 0.21 (0.06 - 0.74)*
B 1.00 0.23 (0.02 - 3.66) 0.14 (0.02 - 0.92)*
Prevotellaceae A 1.00 5.08 (1.08 - 23.06) * 5.63 (1.61 - 19.71)°
B 1.00 29.02 (1.41 - 599.10) * 588.00 (4.70 - 73579.00)*
Parabacteroides A 1.00 7.00 (1.49 - 32.82)° 3.20 (0.99 - 10.38)
B 1.00 22.65 (1.37 - 374.14)* 11.20 (1.45 - 87.25)°
Butyricicoccus A 1.00 4.07 (0.85 - 19.43) 0.81 (0.28 - 2.39)
B 1.00 101.40 (1.21 - 8488.20)* 5.79 (0.90 - 37.26)
Clostridium sensu stricto A 1.00 7.94 (1.60 - 39.42)° 2.07 (0.67 - 6.42)
B 1.00 483.60 (0.46 - 512841.00) 2.66 (0.44 - 15.95)
Anaerobacter A 1.00 7.00 (1.49 - 32.82)° 3.20 (0.99 - 10.38)
B 1.00 9.57 (0.84 - 109.00) 6.51 (1.03 - 41.07)°
Roseburia A 1.00 1.63 (0.39 - 6.82) 3.25(1.04 - 10.13)*
B 1.00 2.07 (0.20 - 21.14) 3.40 (0.65 - 17.78)
Butyricimonas A 1.00 2.81(0.61 - 12.97) 6.80 (1.93 - 23.98)
B 1.00 0.93 (0.10 - 8.75) 4.91 (0.90 - 26.69)

Odds ratios (95% CI) comparing each bacterium taxon population% above median value versus below median value to predict atherosclerotic phenotype were

presented. A: unadjusted; B: adjusted for Framingham risk factors (age, sex, HBP, HDL, LDL, and diabetes) and renal function.

¢p<0.05;°p<0.01.

=0, HHEE WD =7], W20 MHEBRMA S5
FE] PASESEH X 4> LTS0 A Ctrl 4. 6 (b) fEon GT50
M5 Cul 41 1) AUC N 097 (95% CI: 0.92~1.02, p <
0.001) , Hosmer-Lemeshow il 5 & £ 4 ¥ p {6 4 0.13
(*=124,df=8), RUYIEIFH 20 B A 4G FFAE
ATLAX 43 GTS0 405 Crl 4. K6 (o) &7xLT50 41+ GT50
25 Ctrl 411 AUC 24 0.95 (95% CI: 0.89~1.01, p = 0.03),
Hosmer-Lemeshow L& FE R 51K p (H N 0.78 (¥ =4.8, df =
8), R I 20 /N4 B S HF (1 2 A FRAE AT BAIX 43 LT50

H+GTS0HF Crl . Bl 6 (d) &7x GTS0 245 Ctrl 4+
LT50 4 ) AUC 4 0.88 (95% CI: 0.80~0.96, p = 0.04) ,
Hosmer-Lemeshow 10l & B 45 56 (1) p {6 4 0.12 (}* = 12.7,
df =8), FHIE IFH 20 A GH R K HE I 2 A RFAE T BLIX 73
GT50 415 Ctrl ZH+LT50 4H . i i £ ROC i 4 [ Youden
TRE I AR, BRATR IG5 1 20 A0 R SR BEXT LT50
M5 Ctrl 4. GT50 405 Ctrl 4. LT50 41+GT50 415 Ctrl
. GTS50 205 Ctrl ZH+LT50 ZH 11 ) 550 F 000 48 7 =R 43 591 Ay
100%. 95.3%- 88.4% F187.2%.
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(d)

6. i —JC logistic [ JH A% R 22 1] (1) ROC 1128, FH 1% Hosmer-Lemeshow L& £ B A 36 T CAD (UM% . 1 LEfSe R 5111 20 A4l B R AL A 12

T 2L 15 T A BT T EL A AUC 59K 0.8 () LTS0 4145 Cerl AL H EL 4R

(d) GTS04H 5 Ctrl H+LTS50 H K EL#L -

3.5. B AE BEAE BT 78 R BLE) CAD &5 35 i 18 1 BF & 4R f ml
g

ZHRTRFRIL, FEJUANEHEAE CAD BE - EIR =
Jie 5 [36] UL 1 218 44 B Ik sk A A M0 ML 3 0 (ath-
erosclerotic cardiovascular disease, ACVD) i Fl 187 44 i
BRI BB RAE Y, RIUAE ACVD v & 4 1 T
WA BE R R . AT E R FE R A% (IQR) 14E
Ctrl 2. LT50 20 F1 GT50 41 43 7 24 0.039  (0.023~0.086) «
0.017 (0.010~0.036) £10.037 (0.008~0.105), fj 4t BK 1%
J& 43 5 N 0.0024  (0.0016~0.0038) . 0.0032 (0.0016~
0.0072) F10.0028 (0.0013~0.0055) . Wilcoxon %k Al {5 5
MTER, AFARSEREAHEZER. Jie 360K
B, PAFFEEREEBEE ACVD R AT R4, 5 Culédl
[IQR: 0.36 (0.17~0.43) 1A tt, LT50 41 [IQR: 0.26 (0.16~
0.34) TrH AT 14 J& B A = R 2 R B, 1X S 3RATT IR 5L
ZER—3. YinFE[37]LLEL T RS MK R A A A v R B
FPERGBR I & AF (transient ischemic attack, TIA) & 5
KA 2 [ SR B 22 e, ORI XU TIA S U
WEE R, BT, AFEATREX CVD A RIEH

P, P 2B 3 DK A A A E R P m =T )k
B[38], FIRHAELHMENEAE (ApoB) #K/NH

(b) GTSOH 5 Ctrl AT ELHE; (¢) LTS50 ZH+ GTS0 45 Ctrl 4H A L5

e P DO 2 TR R, FRIRA 5 2RO,
M B KR FERE A [39]. SR, AT BLAHE 7T H GTS0
4. CADU MM R FEHE T Culdl, i
LI % 20 Jik ok BE R A0 1) 3k e I I A (ANOVA,
p=0.002), Ctrl. LT50 F1 GT50 =41 %' [K 14 ) F 5 [ 7 2
AR UEZ (SD) 140518 0.014 + 0.003 0.022 + 0.004
0.028 + 0.004.

4. 343

WE IR vE piE SR R, R E A o Y
() MEEHEEM0]. IREBHEEREHE D E4E
[41], (HAEARBFFIH, TATKI AR CAD P E £,
iX 5 Emoto 55 [10] AR B 7T 45 HAH S . 2 M@ A 2
[41], AWF7H IBZR/E CAD B & SE A AN T &
BT BT R SRR A LR IR e b,
De Filippis 25 [42] K L& 4 5 42 4 1% 35 IR QR 5 2R
RAEEZER, HAREEREMXHERRSHEA M
TMAO /KF 2 IEFK[43], 11 TMAO s& {2 it ACVD Al fi 4
T R — Rl AC U 70 [44-45].  Emoto Z5[ 1013\ A 11 B iz ALt
# CAD IRk, FIRe T EERAR RS,
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46]. ASTE B BEXT SORE = AE AN R S0, BLFEfE . 40
il 9 RE SO #RETE R, TRl UG i 38 B B S ACVD [ 1)
KIRC A — M. IES ik, AR BTk
T8 T W R A B 0 LA 2 IR DR B . REAE A TR
1H, SR, CAD B M FLIAT 1 H 9 &5,
AL B 1Tk [10]

TEARMFFH, FATTH H LefSe-Galaxy J:-# & 1 20 4>
5 CAD B Z M R M A iE . B4, BATRAHZ A&
logistic =] = 73 ik S 1 AR AT 1 1 JARAT W AR AT 1 H /ARAT
B ARAR AT E . W8 RH B 8 AR T XIX 8 A e i 2
5 CAD RS 5 fAH G, 8 TR I B R A B HOUR B 1 =
fE5 CAD W 2 IEM E . BATE R, "TRHEEIH 94
AR AT DA ST T CAD KUK «

BAVEA KL CAD 4 5x 4L [ 75 FLER AT 1 H
FHEEER, BN CAD BH AT E AT E
J& BN kb . 248 & logistic B H 0 T Box, KA
FE % T Framingham &K K2 AVE DhRE S, SO A2
FLJ i = B 1 0 A 5 et R 3 ke s AU b A 0 (R 2D
FLRF IR R R, ROV E R S RE =
FLER[47]. PRIEn] LTSI, REAT A9 70 T 00 52 21 (1) L BR AT 1
HECAD BE P EEMNX S RERFRPAEUESR .,
S P LR RTE A0 2 MR BN TR, in B &R
TEPEI SCFA [48]. SCFA B P A AR, S 400 125 i
FRA #5[49].  ZFR AN IR PT LA IS ML 5244 78 (OLFR78)
YT MR [50-51]. BEAE — DU Fe 32 2, 3l ik ok A i Ak
PR XUEK TIA S8 T B & F B R (37 Rk, #UF
@ “F B R AT BE A& CAD [ — AN AT SEd6 .

B AR W Re 8 75 5 3 B 1 43 W R iR IR BB T 1
(TNF) -a®i&, SEWpERKE, WRAEMERHE (IBD)
[52]. h—J71Hl, AT B K I WAL B A Brah ks e
WLAVE R . FAZMRAT B2 — PR AT B, e — P e 28 J) i
FRRAT I 22 IR IR - Ao, @ A 1E 32
G2 SN ) ok 46 A Bt 4K, £ 665 PR 226 ApoE w2 /N B AR
PUBh K S FERE AL AR FH[53-54]. MAT B 8 A 8UmiE £
sAEH, BT H 5 2 A0 EAE A A REVE[54] -

9

W AL 7 i TR BT XX J8 o P9 2 5 e R 3 ik 9 s XL
R YGINAE DG . B IH B e 2 A IR B R ) — N, = EBE
ARG IN[55]. FELeRh KRR IH & T LLIE SR
T R #5 77AE H,S, 3T 4H MBS AN i & G N[5 6—
57], FIRERIN CAD [XBS. Ak, CAD HE rhigHE &
F= FE BRI AT B H TR S B TR, AN SR ke i
CAD RS TSR . — TR 7 5 HAIOE A5 3 R fa
X HRZH 2 [ ) Rl B A A R AR 9 s AR TR XX J8 7 2
FIAIAE B8 3 v 9 3= B2 v T B X R ZEL[58]. Rluth, R
XIX J& (1 =F 5 PR 5 CAD [k RN R #E— B 50E

W7 T IR R BHA R AT B & 2 S 5 CAD KU 2 1F
FHORIERE. EMES , HHIRIREARIAEE SOk
EH s E S, JFRA S EZERER[59-61]. &
TIRIRE R AP, MR LE =i St 0
P FH 2 BORE PR S G I, A S R el Y TE R R SR 3 1
CVD KUK AR s L [61-62]. 7R dhb 76 AL B Js
IR IR B S PRR[63]. AR IREEAE K B A FLER AT 1
BPAIRE TR IR R R D, SRR A 2B A IR
FHOCPE[64]0 A4 AR 5 1) B R TG B BH =F B2 B K[ 62,
65]. Jeffery ZE[66]WF 7T 45 H, i o5 7 VR QR R = =F
5 G A5 B R R A R B 0%, $ i B B
BAEARMER . WRMEFRR /N B0 i BT B 8 = A
Bmrer]. S =R R 2 BT B E P — R, Rk
1H, KRB — P R AR, HAE R SRR AR =
(CDAA) TREMEFERI/NR AR, XRPNREZKEN
RE Wi FF[68]. — T Lh 5 22 M il A i 2 3 AR 6 HEL4H 2
V) ) P A 22 S (ORI S, R Xt B 2L 19 i HOUFT 1 JR
FREH . B, AT B AL T SO Ay — o 2 A T
[69]. kAR T LA 0 & B A B FOURF B & i A 2 FE[70].
WAk, RITAT 1 R 5 SCFA B~ BEAH G . JEM AT LAY ni%
Y RBERIEEFE[71], BT LA LTS0 21 A 40UAT B i =F R 48 in w]
REA T CVD B E RS, KA BT 3h ik
SRR R o DRI, RIFDLAT B = B RGN TT RE AN 4
#CAD RN & .

B SCRIME 1 J@ = FE B CAD R0 i 88 0 . W2 14 J8 10
VFZ2 B AT DA P B0 A = i, (Rt B (e sl ik i
AR I 5t TMAO )74 BRIk, R & I s 5
e 3t ACVD K E. R, logistic [BIVAX T BN, %4038
AR MBI S LT50 R AR NG B EH XM, 5
GT50 L E KRR LA, TEUHHE T Framingham XU R 3
AMEThfe)S, Z@EREEE 5 LTS0 RAEME 2 AR AR
WERE (R . X—ERIERZMEES SR X
R RAE W, FAMKSRN N LR FE BT e2 5 T
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Yo DRk, @A B G R 1 I B 1 3 B T REA B K
R FIRTT OB I J5 1%

5. 451E

A HE IS CAD W R A %, A TREHH T2
CAD. %A1, 5 CAD #H2C 1738 B R RHIEAE A [F ) CAD
BB R B AT, A SO 1R 8 3 B b =& e IR B ik e
RIR AT SEbR B
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