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wm B

B BECKRMEHA (hs-CRP). MLAEBBNKMFEREIL RS (AIP)FE L MBI (CVD) K RAER B HEEE
fEF, {HPETECVDRAEFRIRRMAET . &3P T hs-CRPELFAIPE CVD R A HI% R S hs-CRPA]
AIPZ [AIJR R FiE: W RNRTHEERFIRT T, FEAKRE2011~20124FF E @R S5BRHY mBF T
9845AMFEAR, 1REhs-CRPIIGR Y] & (<1 mg/L, 1~3 mg/L, >3 mg/LYS5&H M AE. . BRIERK
H; W|AIPHIIHIE(Q1~Q) S 5E 2 NAH, FHBIE A 82218, 1925, 2284. 3418%), &
it Cox ELA RUKAER . Kaplan-MeierZ i+ hs-CRP. AIP5CVD. L5 A1 KX K 22 18] 5Bt . {31
R H A HT AP A2 B PR AIP S5hs-CRPHIE 2 o 45 5. CoxELA KUK [B] 1HAE R B 7R, hs-CRPAIAIPE) 5CVD.
RSP (HD) A e R S5 KUK B inJh ST A 55 . 5 Rihs-CRP UK 4 (>3 mg/L)AHEL, fikhs-CRPRUB4H (<1
mg/L)& 5% K 4CVD (HR: 0.70, 95% CI: 0.63~0.77). HD (HR: 0.75, 95% CI: 0.66~0.84)F1 X (HR:
0.59,95% CI: 0.49~0.72) ¥ X6 2.3 P4 s IRAIP (Q1)/MAHEXTRAIP (Q4)/MA&, CVDRKF%AEK(HR: 0.74,
95% CI: 0.67~0.83). HD (HR: 0.75, 95% CI: 0.67 ~ 0.85)F191 K (HR: 0.67, 95% CI: 0.56~0.81) X\ % [%
. BRE4S BN, Hhs-CRPRG A B FHAIPACVD XK B & % (HR: 1.77, 95% CI: 1.54~2.05). 3T
B3RP hs-CRPHIAIPZ AR EAER; FAHHTEREEZE PN . 451 hs-CRPAIAIPY5CVD.
HDAIH KRR ILAHSS, BESEmERRAK, B -HEAEFRCVDRKR S EEFITRE, &FEMIKIE
fEF . AIP4:#A hs-CRPH] E RSB REEALRRE, RAIRACVD AEE.
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Abstract

Background: High-sensitivity C-reactive protein (hs-CRP) and plasma atherogenic index (AIP) play
an important role in the occurrence and progression of cardiovascular disease (CVD), but the rela-
tionship between the two in the occurrence of CVD remains unclear. This paper discusses the rela-
tionship between hs-CRP combined with AIP and CVD and the relationship between hs-CRP and AIP.
Methods: The sample consisted of 9,845 participants from the 2011~2012 China Health and Retire-
ment Longitudinal Study. Based on clinical cut-off points for hs-CRP (<1 mg/L, 1~3 mg/L, >3 mg/L),
participants were categorized into low-, medium-, and high-inflammatory risk groups. According to
quartiles of AIP (Q1~Q4), participants were divided into four groups, with group sizes 02218, 1925,
2284, and 3418, respectively. Cox proportional hazards models and Kaplan-Meier analysis were
used to evaluate the associations of hs-CRP and AIP with the risk of CVD, heart disease, and stroke.
Interaction and mediation analyses were conducted to assess the relationship between AIP and hs-
CRP. Results: Results from the Cox proportional hazards regression models showed that both hs-
CRP and AIP were independently associated with an increased risk of CVD, heart disease (HD), and
stroke. Compared with the high hs-CRP risk group (>3 mg/L), participants in the low hs-CRP risk
group (<1 mg/L) had a significantly lower risk of CVD (HR: 0.70, 95% CI: 0.63~0.77), HD (HR: 0.75,
95% CI: 0.66~0.84), and stroke (HR: 0.59, 95% ClI: 0.49~0.72). Similarly, individuals with low AIP
had a reduced risk of CVD (HR: 0.74, 95% CI: 0.67~0.83), HD (HR: 0.75, 95% CI: 0.67~0.85), and
stroke (HR: 0.67, 95% CI: 0.56~0.81) compared to those with high AIP. In the combined stratified
analysis, the group with both high hs-CRP and high AIP showed a significantly increased risk of CVD
(HR: 1.77, 95% CI: 1.54~2.05). Interaction analysis indicated no interaction between hs-CRP and
AIP, and mediation analysis revealed no significant mediating effect. Conclusion: Both hs-CRP and
AIP are independently associated with the incidence of CVD, HD, and stroke, with higher levels in-
creasing the risk. They appear to operate in parallel when predicting CVD risk, each acting inde-
pendently. Combining AIP with hs-CRP can more accurately assess the degree of atherosclerosis and
help identify high-risk CVD populations.
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1. 53|

FEABRE R R R, oM ML P A8 B NS A g BRI & AN 1990 4R 2.71 38 0%
2019 4F 1) 5.32 12, FHHAWAEKIALA T EAEHE, SR AL TAKR R TR rRE MHER1]. £
WE, CMIERABCET 2 3312, BIRFEAMGFE LTF, RINERE 2 H &R ERIESA2].

R C [ M4 M (high-sensitivity C-reactive protein, hs-CRP)& —# FHFIE & i S HEIHE A, YAk
G, RIESA LT, Fin K228 BT 3]. hs-CRP AMUZ SIEMIREY), EHES 5 RIEM
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BN FERE AL S50 B IR AR, B\ O VBB B — AN 9 1 T R A& R (R [ 4]-[6]

ML B K Bk RE A A F6 £ (A therogenic index of plasma, AIP) & —F#i R AWk £, LT IR 42 5)
IS A R A AT KR RE S A R 2 1 R~ [ 7] AR B 2 S Bl I o A S AN TR0 o I3 285 ) RIS )
HEFRPR2] [3].

hs-CRP 1] DU I 2 Fug A2 (2 gk NIk FEREAL BT gt e . B RR IUEAMA R G, S BUME P 4
MAsids, BETAE NG BT AN SO E A AR A S 8 (8], Il BN AE AL PR T . 28T hs-CRP. AIP FlI
CVD ZIAIEA HIEER KR, HEt— DR LA eI S &8N . FHREH CHARLS H#dE, A&
W7 B 427041 hs-CRP F1 AIP 55 CVD KRR Z AR F, FFRIIX EE R 3R Z W B AN AR A . X T
FLA 29 hs-CRP A1 AIP @iff 3L [E 520 CVD KBS R AT I W, S 4HE0) CVD RS Ak AR 77
ERAME R

2. ARMREF*
2.1. FARIR

AT R T ALK A 5Kk R 7 B 1) v 1R 4 R 5 9% 22 38 R 1 25 3098 E (China Health and Retire-
ment Longitudinal Study, CHARLS). IEHE IR H — B [ 45 2 J DL E A 248 N 1R 836 15 7
H, BIEWESREMONEEE, LB 20840 10 38R A R BURBUR 9]

XTI T, IRA T IR BAS 2 U SEREE — I (2011~2012)03 5%, X465 5H G EE K
(1A £ (2013~2014 2015~2016+ 2017~2018 Fl 2020)H 8 ERER « BANZ 5 R U I [R50 IR 2R i 1R
H BRI 155 fa — ke BE V5 Uik i) H 1o

1 2011 AT RIS, H 17,708 NS5, JATRAH 1 LU FHERRARHE: $= hs-CRP AlTHE
AIP Fir 5 M & 12 5 E BHERRTE SN thAh, HERR T BLEYESRL LRI 1208 CVD N 32X S ppifk
G, BESITRE 9845 2 5% E 1 UM T2 5EMNRHRR IR LA .

————
Baseline population in
CHARLS
N=17708 ( \
Exclded paricipants with
diagnosed CVD at
baseline
~—
N=14955
)
Excluded participants
missing hs-CRP index
data
N——
N=9854
——
Excluded participants
missing AIP index data

~——o—
N=9845

_'_J

v { ' '

Groupl Group2 Group3 Group4
hs-CRP_low hs-CRP_low& hs-CRP_high hs-CRP_high
&AIP_low AIP_high &AIP_low &AIP_high

Figure 1. Flow chart. hs-CRP_low: hs-CRP < 1 mg/L; hs-CRP_high: >3 mg/L; AIP_low: Q1; AIP_high: Q4
& 1. RFEE. hs-CRP _low: hs-CRP <1 mg/L; hs-CRP_high: >3 mg/L; AIP low: Q1; AIP high: Q4
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CHARLS # 5% © 3Rk 5T K240 F o A 25 1 2 i ME(IRB00001052-11015), e 2 5H %8 7 /Mt H =
o WFFCEIEH K - HH 5 M STROBE 15 .

2.2. hs-CRP #1 AIP $5#R3KEL

T RESS N AR IR IE € 77 BN 5 PRI KRS, FRE RO SE =il T i . fEFRgLL &
EIEMIE CRP. Hil =ER(triglyceride, TG)5 =% B ig & 1 IR [H B¥(High density lipoprotein cholesterol,

], BTN mmol/2RiH5[10].

HDL-C). AIP #4545 AIP = log ( HES
HH TG 1 HDL-C JE 4 A0 A (mg/dL), L 3hniE R EU(TG + 88.6, HDL-C + 38.67)i /T4 4.
2.3. CVD EHiEfd

AHR T 2 B4 R 35O I % (Heart disease, HD) A1 H X (Stroke), 8RR - I %299 (Cardiovascular
disease, CVD)SHAF MR A . il ARiEAL M SR VP HD 12l B EE A Y LGRS B LR IX s
PRI O (WO U ZE TR DR AR IO ) 3 s A Ao I ) 2 XU I ) i 2 A
EA G 25 RS EA LTRSS A2 SRiZW. fEREUTIHIE], R S5 E W B LI Eh K,
M52 SO CVD SRR A, FF R AR RHES A BIR VTR SRR BT CVD F4F 2 (AR B, T
PCESE R, 4353 B HD Al Stroke.

24. WEE

AT AR B EAEFEE . M. BMLL SSWRAL. S BEAR . MR RO P,
BACFRMON o GSHRIRGL Ty =2 CUSHURES . WOBMROLZ i 10 2 53 “ RO ? (B,
SR PR R R S EL A ) 7 ORAFE K. B 5 3 BRSO B RN o DGEARBLE T “ R DL
W B IS I UORS 2 7 R, ORI A R BN . BRI GG ANERUR L AR
gy R e AL R PRI e g B BRAR T A0 SR E

2.5. Gt ot

AR I, BALRH T #R MG ok B 85w 7t 2 5% IR HFIE . 0 ATF & IEAS /A 1
SR, ARUSFSMERD AR kT 2 R, R AR AN E o R TR R . A
W TR I R SR FNRE AR S A RAE R A% O AR B AT 7040, AR sl R @ MG A& M. Bk
hs-CRP {478 Follfe AR O B RS 43 Z U0 s k) o o =4 AR ZH(<1 mg/L) R XU 2H (1~3 mg/L) A g XU
(>3 mg/L). AIP WK HLLET FAFEFH A2 50(Q1, Q2, Q3, Q44T /4. TR/ dnt b, 25
B — DAy A A2, DB TR AT LR R AE o 7E PP Al X L 21 ) 2 R S 2R AR AIE (1 22 S T
BADS AR E R T R, mixhESAR RN T 772547

N7 PEE CVD. HD F1 Stroke (& 4E%, FAi1i2 ] Kaplan-Meier 2E47 73 #1i%, X} 4 4> hs-CRP 1 AIP
BEAE) CVD. HD Fl Stroke BRFURARIEATAEH . FIF Kaplan-Meier 744 il ZFUARE B2k, FF@ L
Log-rank #5617l % ZH[A) ) 22 5%

N7 il CVD. HD Al Stroke R4 2, #4118 H Kaplan-Meier 24753873, XF 4 4> hs-CRP F1 AIP
BeAE) CVD. HD Fl Stroke BRFURARIATAEH . FIF Kaplan-Meier 7448 pl R 2k, Jri@id
Log-rank Fo: 46 0¥l &2 18] 1 22 77

7EHfIA hs-CRP fil AIP 5 CVD. HD F Stroke WG IOCHK G, FATE—BWA T ZH B ELH
YER . 1£ Cox #5584 5] A28 B Ii(hs-CRP x AIP)PPALRVESE HAR R, 1558 HAT F 51 i i A xR A0 XU
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(RERDFI P [AIFEH(ST). RERI £ &5 UG H 9 DR 2R S /R R 2 PR 73, IR R IER HARH, %
FKARLLZHEH, FERRAZHER, 95%EEXEEE 0 WIREME L EAEM . ST RBRF K RKE
ER BRI FERREE, KT 1 RothEER, /N T 1 FZREPER, 95%EE XA 1 WJoiEE e e
HEpifEH .

BAVHAT TN RB AT, X — MR AR ERT PR R E RN 77 AW hs-
CRP 1 AIP 780 L B 9% (CVD) S & Fh I FR A o B 1 FR DL hs-CRP AR AR &, #E7 2 th L AIP A
A, JFR A Bootstrap J7 24656 oA RN o

N1 HE—PIRE hs-CRP Hl AIP Z [A1%f CVD AU 148 BLAE AR, FRATREASRIPE A A5 4RIR
VTN @ i3 bV TN Y QTR VTN & = S S W@ R S 1 71 s AN =111 9 SO 1191 = B A8 =0 ] R N | A E 0 /T

PA T BUBVE S TRV B AR AN T S . ok, RV R R MR R A A HERR
Al BRI SE, B B IANTE AR Ik, AV H IR Radd v, 34750 3R A hs-CRP i
IRV A A 2 BLJe ATP =i o A0 R Bt T R . &5, NGB EdE, 2
HAHFMNEIFE BT M7

A Gt R B AF@43.3 BO#EAT, /7 “dplyr” « “survminer” . “survival” .

“interactionR” . “forestploter” . “ggplot” . “dlookr” . “mice” ZF#H A .

3. &%
3.1. ABHISME

FEZE NTHHERR G, AU 9845 45 55, “PIYF6E 58 &, it 5183 £44(52.6%). R hs-CRP <
AT A ATP DU A 5020, AHIREAERS . PRSI BMIL OS8R i s . PR . I . W
M . 2B K. AR CVD 47 FAEE 2 (P < 0.05) (£ 1)

TEACHE hs-CRP G AR Y] (<1, 1~3,>3 mg/L)Fl AIP [U 7 £0(Q1~Q4) /4 )5, AT EEH], 4T hs-
CRP A[$:(>3 mg/L) H.i AIP (QH B &AM Z 5% 2P H i & CVD. HD Ml Stroke K%, LA, X—
Az 5HAAHAER SN ERRSRBMIL), G MR R MR SRR A8 T
BB EBE KRN .

Table 1. Comparison between groups according to hs-CRPCRP and AIP
= 1. #R4% hs-CRPCRP 1 AIP S 4H[EIELER

ALL Gorup 1 Gorup 2 Gorup 3 Gorup 4 P{E
N=9845 N=2218 N=1925 N=2284 N=3418

R (M(P2s, Prs), %) 58.0[51.0; 65.0] 57.0 [49.0; 64.0] 56.0 [49.0; 62.0] 59.0 [53.0; 67.0] 58.0 [51.0; 65.0] <0.001
PE5(n, (%)) <0.001
2tk 5183 (52.6%) 1206 (54.4%) 1055 (54.8%) 1069 (46.8%) 1853 (54.2%)
Hik 4662 (47.4%) 1012 (45.6%) 870 (45.2%)  1215(53.2%) 1565 (45.8%)
BMI (M(P2s, Prs), kg/m2) 23.0 [20.8; 25.6] 21.8 [19.9; 23.6] 23.2 [21.0; 25.6] 22.1 [20.0; 24.5] 24.7 [22.3; 27.3] <0.001
BEWR L (n, (%)) 0.002
RUS 1133 (11.5%) 240 (10.8%) 192 (9.97%) 310 (13.6%) 391 (11.4%)
[ 8712 (88.5%) 1978 (89.2%) 1733 (90.0%) 1974 (86.4%) 3027 (88.6%)
FE L (n, (%)) 2224 (22.7%)  320(14.5%) 403 (21.1%) 448 (19.7%) 1053 (31.0%) <0.001
BE PRI (n, (%)) 496 (5.08%) 69 (3.13%) 86 (4.50%) 76 (3.35%) 265 (7.82%)  <0.001
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= I MUAE (n, (%)) 769 (7.96%) 93 (4.25%) 156 (8.25%) 113 (5.03%) 407 (12.2%)  <0.001
A (n, (%)) 3360 (34.1%) 800 (36.1%) 657 (34.1%)  871(382%) 1032 (30.2%) <0.001
T (n, (%)) 2900 (30.1%) 636 (29.1%) 531 (28.1%) 774 (34.7%) 959 (28.7%)  <0.001
HERE M, (%)) <0.001
NELDLUT 4696 (47.8%) 1074 (48.4%) 880 (45.8%) 1164 (51.0%) 1578 (46.2%)
N 2090 (21.3%) 486 (21.9%) 420 (21.9%) 488 (21.4%) 696 (20.4%)
g 1998 (20.3%) 456 (20.6%) 398 (20.7%) 421 (18.4%) 723 (21.2%)
gl b 1049 (10.7%) 201 (9.07%) 224 (11.7%) 209 (9.16%) 415 (12.2%)
NP P, )OS 0OBRD 10SIESTOLM AR g
LR (n, (%)) 1279 (162%) 245 (13.1%) 235 (14.8%) 266 (154%)  533(19.9%) <0.001
HA(n, (%)) 538 (6.83%) 77 (4.10%) 98 (6.18%) 120 (6.93%) 243 (9.07%)  <0.001
I (n, (%)) 1661 (21.1%) 303 (16.2%) 299 (18.8%) 356 (20.6%) 703 (26.2%)  <0.001

7E: Groupl FB{% CRP FIK AIP; Group2 &k CRP FlF AIP; Group3 $&7# CRP Fl% AIP; Group4 {67 CRP flF
AP, %i’5: hs-CRP: =l C KNEH; AIP: MHBEBKMEFEMEAIEEG HD: OME; CVD: O ILE R .

3.2. BYASHT

%0 SR VAR AN AEIR 245, hs-CRP. AIP 5 CVD S XU 2 18] (5 Hk . 7E Cox ELH
KRS EEBEAL A, CRP A AIP 35 CVD. HD FlH XA KRS 3E INASZAH 5% (3% 2). & CRP ZAHLL,
ik hs-CRP 2 5% &4 CVD (HR: 0.70 (0.63, 0.77))» HD (HR: 0.75 (0.66, 0.84))F171 X(HR: 0.59 (0.49,
0.72)) ARG B BEAK. [FIFE, (R AIP PI/MARILH CVD KU FEK(HR: 0.74 (0.67, 0.83)) HD (HR: 0.75
(0.67, 0.85))F1 71 XU(HR: 0.67 (0.56, 0.8 1))+ T 51 AIP f A .

Table 2. Independent and combined effects of hs-CRP and AIP on CVD risk
7% 2. hs-CRP #1 AIP Xt CVD K& 938 32 FnEE & £ 0

Variables HR (95% CI) Multiplicative effect (95% CI) Additive effects (95% CI)
CVD
hs-CRP_low 0.70 (0.63, 0.77)
hs-CRP_high Ref.
AIP_low 0.74 (0.67, 0.83)
AIP high Ref.
Group 1 Ref.
Group 2 1.25 (1.06, 1.48 . _
Groui 3 1.36 El.lS, 1.59; 07(084,129) REA}}’I:b(?iIZZ((—O(?i(T66.2'32)5)
Group 4 1.77 (1.54, 2.05)
HD
hs-CRP_low 0.75 (0.66, 0.84)
hs-CRP_high Ref.
AIP_low 0.75 (0.67, 0.85)
AIP_high Ref.
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Group 1 Ref.
Group 2 1.22 (1.01, 1.48) 052 (0.85. 1.39) RERL0.12 (-0.07, 0.29)
Group 3 1.24 (1.03, 1.50) AP:0.12 (-0.12, 0.48)
Group 4 1.64 (1.39, 1.93)
Stroke
hs-CRP_low 0.59 (0.49, 0.72)
hs-CRP_high Ref.
AIP_low 0.67 (0.56, 0.81)
AIP_high Ref.
Group 1 Ref.
Group 2 1.65(1.19, 2.27) 021 (0.52, 1.15) RERI:0.65 (-0.32, 0.22)
Group 3 1.88 (1.38, 2.56) AP:0.35 (-0.78, 0.52)
Group 4 2.39(1.81,3.17)

7E: Groupl FB{k hs-CRP A& AIP; Group2 F51ik hs-CRP 1 AIP; Group3 #&7 hs-CRP filE AIP; Group4 F5 1 hs-CRP

M AIP. 4i5: hs-CRP: it C RMEH; AIP: MBSk IREG HD:

CvD
Stata = goups1 - groups2 = gioups3 - grouped
10 S
S09 p <0.0001
3
°
5
]
2
208
5
@
07
[ 25 5 75 10
Time
Number at risk
1627 1595 1509 1350 [
1384 1348 1263 1102 0
1531 1491 1391 1217 Q
2299 2215 2052 1721 9
2 4 6 8 10
Time

Stata - grouprt S groupe2 - group=d - gouped

|

z
209 p <0.0001
2
H
&
3
2
208
S
@
07
o 25

5 75 10
Time
1578 1500 1395 0
1333 1259 1158 Q
1174 1387 1277 Q
21 204 1
4 6 8 10
Time

Stiata - group=1 = growp=2 = group=3 - group=d

°
©
°
A

24
3
3
2

°
3

°
N

5 75 10
Time
1613 1608 1550 Q
1372 1354 1287 Q
1512 1496 1425 Q
2262 2237 2030 90
4 6 8 10
Time

‘[L‘HE%; CVD: ‘E‘Jﬂl%‘ﬁﬁc

Figure 2. Kaplan-Meier curve of CVD risk based on hs-CRP and AIP
2. T hs-CRP F1 AIP B9 CVD XU AY Kaplan-Meier %k
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XL R IR, B hs-CRP FIE & 1) ATP #8500 M55 45 5 3G In Bk S7AH G . 7EI6& hs-CRP
AIP 532G 5T, & hs-CRP H i AIP ZH(Group1)ff) CVD XU & 25 14 751(1.77 (95% CI: 1.54, 2.05)), H
U hs-CRP HAK AIP 2H(Group3) (1.36 (95% CI: 1.15, 1.59)), #4LIA] Eb#A 2 B P < 0.05) (H] 2).

33. XESH

FAVHFIE T hs-CRP I AIP Z A% CVD FF KBS A BAE (32 2). Feiia BAE R s AiniE =S |
YEFHT 4 28, FRIEAS HIAE CVD (0.7 (95% CI: 0.84, 1.29)). HD (0.52 (95% CI: 0.85, 1.39))l Stroke
(0.21(95% CL: 0.52, 1.15)) AN B2 . IELZ BEAEH SR, X1 CVD, RERI: 0.12(95% CI:—0.06, 0.25),
AP: 0.12(95% CI:—0.1,0.43). X} T HD, RERI: 0.12(95% CI:—0.07,0.29), AP: 0.12(95% CI:—0.12,0.48).
%}F Stroke, RERI: 0.65 (95% CI: —0.32, 0.22), AP: 0.35 (95% CI: —0.78, 0.52), FFARE/REFEH. K
AT, hs-CRP Al AIP %} CVD FF X A2 HAEH -

3.4. WeHSHT

K3 R THEAERR(0: <60 %, 1: 260 %), GSUIRGL. milfl s WEIR . MR #E K2R
(LA HTai R . X SR B 5 hs-CRP #l1 AIP X CVD KU I £5-& e 2 [ AR W5 2 2 A2 HAR (P >
0.05). iXFH] hs-CRP I AIP % CVD KA RS I FE M AE AN B9 FL G T2 Al R 28 o e — 200

Variable OR (95% ClI) P for interaction

age ' 0.88

0 - 1.14[1.04-1.25]

1 . 1.19[1.10-1.30]

gender 0.43

0 - 1.15[1.06-1.24]

1 - 1.20[1.09-1.32]

marry ; 0.06

0 3 1.01[0.85-1.20]

1 tn 1.19[1.12-1.27]

hibpe ! 0.25

0 - 1.20[1.12-1.29]

1 . 1.10[0.98-1.23]

diabe ‘ 0.94

0 - 1.17[1.10-1.25]

1 - 1.33[0.86-1.49]

dyslipe 0.83

0 - 1.18[1.10-1.26]

1 - 1.12[0.93-1.35]

edu ' 0.6

1 - 1.16[1.07-1.26]

2 - 1.25[1.09-1.43]

3 -

4 . 1.11[0.87-1.41]
I

1 2 3

Figure 3. Subgroup analysis of the association between AIP and hs-CRP and CVD incidence
[ 3. AIP BX& hs-CRP 5 CVD & FHX MR LA S

3.5. v aoHr

ARt R R, A1, hs-CRP E AT A&, JF&A W& FM CVD 45R(ACME: 0). X4 AIP
VeSS ARy, A O A B ME(ACME: 0).  FiR4gE RE(LE 3), £ CVD KAEREH, hs-
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Table 3. Mediation effect analysis
= 3. PN

Intermediary Variable Total Effect ACME ADE P&
Model 1
hs-CRP 0.08 0 0.08 0.56
ATP 0.08 0 0.08 1
Model 2
hs-CRP 0.03 0 0.03 0.72
AIP 0.03 0 0.03 1
E: Modell 4§ hs-CRP fF 4 /42 &, Model2 4§ AIP fEAH AN AR . 4i5: ACME: HARN; ADE: H#EEH];

Total Effect: 34N (ACME + ADE).
3.6. PN

TEPIFHUBIE TR IRAE T DA B2 5, BATRAAFE R AR HE(W hs-CRP WU A7 2. AIP =753
PHOESE F T, e 5T IRR Y] S A 5 A8 25 R AR — 8, RIAAH 7T 3 Z R IR A Fafd
P HWR, ATACEIR VR ER I, S TaAR P AERAE, 2 BN TE S0 05 45 5 45 R AV i
4. Wig

AW TR I hs-CRP Fl AIP 45455 CVD. HD i KU R AT AR OE o 1 hs-CRP Ml AIP 238 i
e R AT AR, IR B e, RN s X5 Z AT T 4518 — 8 11][12]. 84T
BB AT AR A A BN 04T, S R hs-CRP H1 ATP 22 [i) 5 45 J5 7 B 5 G IR AN B i . V.26 4y
it AU 23 M i — 2D AR IE

hs-CRP {E CVD {1 FHRIAR ML) — B2 B2 A0 78 B R s o IRPRIF 70 8, hs-CRP /& CVD H T
MR F, BEIKIMLZE hs-CRP ZKF 1] LAFEK CVD R4 5[ 13]. BARMEHHLEI T REHE hs-CRP 25 N [ T
RERRAS . BB FEMEL BT il BEHL A BEBRARR & AR A Y[ 14]

AIP % 2 Tt 704 N OO B B I AR VAR 640, W0 LIYAO FU S5 N FTH, AIP 2 Tl 2 2
W R BB R A O L AR R 58 A (R AW HR S 15]. JTSUN NAM 25 AWEFE R B AIP 5 IR Sh ik 4k,
HEEAHE[16]. HUANCONG ZHENG 25 A\ R I AIP 5 AP 2% 75 R 22 A ) 45 K 5 e i 2 2 v XIS 384 0 S5
FEROR[17]. TR, AIP FIE /N %5 LDL 08 ARF8 A5 00 ifn 2 A 2 2 ) B kR REREAL [ 18] TG
JKF-A HDL-C 7K P 5.0 M AR ARG, AIP 58 2 KB DG, AT RRiE I 2 Fig it 5 800 MBI 19]

B RV O — FE M SOREVE SR, SOREAN B RN 20 (5 5 8 B 1 BTS2 3 T 38 REBEBR I T
B FHEINE T BEH AT EME[20]. hs-CRP fEARIEFRRFR AR, BFFUUE BEAR I 25 OB Jig Rt
L IR S 2 AN I21]. BTS2, hs-CRP 5EIKEAERELEAE S TR R Ho R E 4.

SR, AEBRATOBIFF, hs-CRP 5 AIP £EF-Ca 905 7 1 I PAT R &R, & FHMSL RAEEH, %
JERTREJR AT : hs-CRP Hl AIP ik AN [F] (138 A2 R AL CoIE o3 IR XUKE . hs-CRP AJ R 32 BLIl I R IE IR AN
KRR . BRI R — B R B, AEA R S BUT A BEEZH 2R, sk
M5 & i hs-CRP 342, 1 hs-CRP nJ 5 LDL 45 &3 — SR # KM FEREAL T [ 22]. 5341, hs-CRP [/~
A2 07 PR AR R . O BN 8% 5 I RO SC A S [23] [24155 . BRILZ A,
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e HTIE S0 A 5007 T i B C S B B A T v A AR [25] [26]

AIP # -t MILADA DOBIASOVA %5 A&t , 3 it H-h —Bs A 2 B AR R KPS e, VPG 3h
K R R FEE AT = A ILE L 5 R R RORL R /N B 26 R AAAR DR [27], TEBNAKSRFERE AL TR UL F2 ot
WURLEE I A& /N % LDL (Small, dense LDL, sdLDL)5E %5 5, TR TESI K 2 5 1 sdLDL %% % %84k, %$41
M Ah L B SE m ISR A ), HAESKEE s (R B R S v, D e, (i 2 ke A
IR A RJE[28]. BARMEN—FRETE (8 5 TIREUR PR BN OB ARG AR BE (0 FE A, (HATREEA R
SRR JORE B, AT O] BRARAN T R AELE SRR AR REAL A FE A o 48T S FELE B KSR AR AL (1 B
PR, wPRESERR YU hs-CRP AN VEAl RS0, LA A T DFik 3l ko AR R AL 10 UK, FHE oI RS A
B AT TR FG T SR

FATH FAFAE— L RIRPE, oG, FRATREE 78RR E, (EAAAEVE 2 SRR A i &
PERERM T Hk, s, JATRBT TR A4, (Hig CVD KARINLHIE 2,
BEZ A RAES NI NERE. &IF, RERVTCRH TIRKAINE hs-CRP VI riAl AIP 73 A7 #udk47
oy AR RERAR A, H B R 0 RS 20 2 RMELATY B FEE ATREVE T it s fE— 2D IR . LUK, H24f hs-CRP
—ANFEFR AT BEASBE AT PPAL 280, T DAY INEE 2 S8 REFRAR I A 38 6. AR PERL 4 M/ itk A U L iR
WIER T o S5 45 VP4

5. &

IATHIBETER YT, AP VALK REREAL AT RE 2L T RAERIMEHT, S5 & RAERFR AT DL AP AR sk
IEhBKORFEREALRE L, SEHERR IR A = /e CVD AH.

& STk

PRESE AT TR
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ARSCTER I
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