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25 BRI AE A R D, 5 iR ) %3&%&%@&
C it H A ER: 9 Fa i /R BEN LT ST

REE, EBTE, NHFE, LA, mirE, ZE Y, AR, Eoesk!
L 22— AR ERRO RN 2. Hl A E 25 R i b 3. 22 MR 2RI BE 2 oty 4. Hl TP EE 24 k2
BRI IR 2B s B R 221 730000

E: B M B 25 B4 E D, [25(0H)D,] 5 1w il H B9 7 AR S B, 34 R i C K20 28 5 (hsCRP) Y H
MEH . Ak SRAEIEFEA BT (GWAS) M4 15, 12 F BUREA T F8 /R B AL AL (TSMR) 4381 7 i, $EAR
25(OH)D; 5 = I A R AR G B, . eAh, 38 3k P25 15 R A 43 B 3 25(OH)D, 5 e Il HE S B 14 1 8 S B2 75 438
if hsCRP S, £ R TSMR 4T & 78, 25(0H)D, 7K V- 4 F+ 5 0l [ A% & 1 £ & %% XU BS: (OR=0.975, 95%CI
0.960~ 0.990, P=0.001) . [} i}, 25(OH)D, 55 hsCRP £ 7£ it i} 3¢ Bk (OR=0.945, 95%CI 0.911~ 0.980, P=0.002) ,
hsCRP 5 & IfiL 47 7 1F [ 52 B (OR=1.018, 95%CI 1.012~1.025, P=0.001) . H 41 BB 43 Hr #E — 45 9IE 52 hsCRP 7
25(0OH)D, 5% Wi 25 1L [T KU B9 Fr A4 L B0 —0.001 (95%CT —0.002~0), £5iE  25(0H)D, 5 & Il JF 77 7E
RER, hsCRP TEH P L T HAEM .
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Causal relationship between 25-hydroxyvitamin D; and hypertension
and the mediating role of high sensitivity C-reactive protein:

a mediation Mendelian randomization study
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1. Department of Cardiology, First Peoples Hospital of Lanzhou; 2. School of Nursing, Gansu University of Traditional
Chinese Medicine; 3. Evidence-based Medicine Center of Lanzhou University; 4. Clinical School of Traditional Chinese
Medicine, Gansu University of Traditional Chinese Medicine, Lanzhou, Gansu 730000, China
Abstract: Objective To investigate the independent causal relationship between 25-hydroxyvitamin D, [25(0OH)D;] and
hypertension and to assess the mediating role of high-sensitivity C-reactive protein (hsCRP) in this relationship.
Methods  Statistical data from genome-wide association studies (GWAS) were collected and a two-sample Mendelian
randomization (TSMR) analysis was performed to test the causal association between 25(OH)D, and hypertension.
Additionally, a two-step mediation analysis was conducted to explore whether the potential association between 25(OH)D,
and hypertension was partially mediated through hsCRP. Results The TSMR analysis showed that increased levels of
25(OH)D, could reduce the risk of hypertension (OR=0.975, 95%CI 0.960-0.990, P=0.001). Additionally, 25(OH)D, was
negatively associated with hsCRP (OR=0.945, 95%CI 0.911-0.980, P=0.002), and hsCRP was positively associated with
hypertension (OR=1.018, 95%CI 1.012—1.025, P=0.001). The mediation analysis further confirmed that hsCRP mediated the
effect of 25(OH)D, on hypertension risk, with an effect value of —0.001 (95%CI —0.002 to 0). Conclusion There is a causal

relationship between 25(OH)D, and hypertension, with hsCRP playing a mediating role in this association.

Keywords: vitamin D; high-sensitivity C-reactive protein; hypertension; Mendelian randomization; mediation
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TES B e 1L D7 TG BV D 5 S T T2 000 . 4E4E R D
F B B KA O B R AR AR, I AE S E AR
by 25 Ik K D, [25-hydroxyvitamin D;, 25(0OH)D, ],
R IR T 4EAE R DRSS AR . — T AR
ki #11k (Mendelian randomisation, MR) IF 5% 45 75 T Il 3%
1 25(OH)D; ¥ JBE FY 38 1045 155 1 Fs RV A0 2 [) 77 £
PEROCR ™, 2023 4F—TF5E R, Herk R D AR
H GC(group-specific component) %& K f¥) rs7041 B4
Fir 2 2544 (single nucleotide polymorphism, SNP) {3 25 () T
A A7 5 PR R o XU AR AR OG, 7R ik s 44 R D
I FE AT B 5 O B A Ak T SR, AT 0 R B
WF5E S F B, 25(0H)D, K- A 2 s i C R0 B 1
(high sensitivty C-reactive protein, hsCRP) f) Ft /= 1] BE 55
e I AR SG . B B HTA Ik, 25(0H)D, Xt Il i 4 40 37
PR RGN S H 5 hsCRP SCER A H AR v R 58 A

MR J2& — i F JH 82 4% A2 S /R S TR AR 5 P AG 2% 2
T Jrh 22 1) DROR 56 R B AT IR 27 5 ik B, BT
H AR BENLXT BRSBTS ULE 5 v B TR 2%
it 2 F1 B 1) PRLIR 56 22 o ASBIF 53 2R FHOAUREAS o /R B L
1k (two-sample Mendelian randomization, TSMR) J7 32,
PRI 25(0H)D, e ML & 95 WKUBS: )k S PR &R O
PEAl hsCRP 7EIX — KR P TEHMEM . AT
il 33X — 5 UGS T e 00 Hs 8 BT T 9 W ) ) DA K
ik PRAJE 5% S5 38 114 e ik 8 EL A T 5 L

1 #RERZE

1.1 BRI A5 R 4 2k N2 S B 5

(genome wide association study, GWAS) [ 23 JF 4 11 &%
HE i (https:/gwas.mrcieu.ac.uk/) , 5 25(OH)D, 1~
FNER, mILEE RS R, 9 A hsCRP HE47 H1 4 43
Bro MFoE it a4 = F 2L 5. i@ i TSMR 43 Hr
25(OH)D, 5 15 1M He () 44 R SR A48T 5 8 FH R 25 1 43 A
25(0OH)D, 5 hsCRP & hsCRP 5 & Ifil JE R % & &
fk hsCRP ¥ 25(OH)D, 5 & Il & A5 ¢ & i B9 %00 L
. g MR S-Hrim e L 1.

,,,,,,,,,,,,,,,,,,,,,, BEE
N EE
=% C RNEH
RERZ WA ZHE/RBE =)
25(0H)D, T BmE

E: 25(0H)D, iy 25 B34k /E % D,
B1  FAEEREEVL R ER

1.2 HFEFRIE AR OEIERIET = m
GWAS it 4558, HrAEdEE A C SR s & 2%
P2 AERIFTSE I H . 25(0H)D, AY%EE K H Manousaki
s W O BESE, #5 J2 15 847 859 1~ SNP, 443 734 4 KicH
Ao hsCRP fU%CHEIR A Sakaue 2512 (BFY, %097 %
4 H A 4R 17 (Biobank Japan, BBJ), J% [E AE #) 4R 17
(UK Biobank, UKB) il 2% % % [K 4 fff 5% (FinnGen) (15X
i, FEAS LN 353 466 44 WA o 785 1M 1 9 B8 ok A
F UKB"™, 18 462 933 A, Hi 119 731 4 g 5 1l &
B, 343 202 il X RRAL, YIOMRRIMN . B 2534
B 1R I 2 W 4 38 T R 2 20 B FR s o &8 4
FfE B 1.

R 1 TEIRBEALA B A 4 i PR 2H SCHR I T B VB AR L (Rl : )

Jm ARk ID AE B e FEA R (1) SNP/M
R ER 25(0OH)D, ebi-a-GCST010144 2020 EBI 443 734 15 847 859
s FCR I H ebi-a-GCST90018950 2021 EBI 353 466 19 057 467
4 [ I0ES ukb-b-14057 2018 UKB 462 933 9851 867

¥ : EBUY WU 2L 915 2= AT 52 B s UKBA 98 [ 2 WU AR AT 5 SNPOY B ALH R £ A8 M A

1.3 ITATE T HAENEREN MR M =1
AR B A HE L b S vk AHEA P AR ST i 2
FiR, #4555 25(0H)D, /KF-5RAHICH) SNP 2 T AR
W, 46 SNP 54T i £ 60 =k A A TR 2% RO A G,
It HAGHE 3 25(OH)D, 5% M = I R (9 45 7« B Fhgik
B 4 BER A Ge 12 3 SOKF-(P<<5X107°) ) SNP %l it
B, T MR 40T & SEUGSTH IAR R A ES T HAS &
IR, PR R FE TR S I E R P<5X107%; i
BIARSE- 2250 7 R 0.001; 3L RSk 10 000 kb7,
FI A 2T T A R O SNP 07 50 F A, 1% 8 T A

F>10 [ SNP, DLARUE T H AR 1 5 55 5k [N 38 2 [ 1 56k
WAL S S R U Fe(N—2)X R /(1— R,
R’=f*(1—EAF) X 2 EAF, R’ 2431 SNP fr fE it B
A SRR, EAF S 2878 (LRI, B I 5 2% g IH 3R AH
K beta REL, N WHEA S

1.4 SiFZEHE ARG EH R 43.1
45 ) TwoSampleMR £, | 5 75 /K Kl AL 22 %01 5% 22
B B {1 (Mendelian randomization-pleiotropy residual sum
and outlier, MR-PRESSO) {1, | 42 [ 1 7% /K B HL (radial
Mendelian randomization, RadialMR )f241 R Mediation {3,
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Y TAE A SNP HRA R RTEE T, BEALAON 6 77 22 0
#32 (inverse variance weighted, IVW) HE 2 1L 55 K 1 1)
fHHE P2, L IVW O IR R O B A b O ik b AT
TSMR 73 #7 (P<<0.05 Jy 22 5 A7 e i 27 38 30D, T4k
IVW Al o B R fd e, % LU A A7 207 (weighted
median) . fi] 545 Y ¥ (simple mode) . Il A AR 7 %
(weighted mode) Fll MR-Egger ¥ (Mendelian randomi-
zation-Egger, MR-Egger) ", % Jf] MR-PRESSO i
RadialMR £ 3551 Fi1 25 B SNP w1 B A5 7K 7 22 3000k 1 25
B 250, 358 3 M 3 (https://www.ebi.ac.uk/gwas/) £ if]
SNP Xf i 1) R BUfF B, & — i A R B R AU 2,
B SNP v 1 1 2R B 55 MR 2% PR 38 A7 A DG HK, T L
HEBRZE 9T Z 4h . {8 R Mediation fE4 T HP AR )
Gt AE g . AN AR T LA =A% (1) 2
& N R 545 a Z AR OCHE, (BAE A th R E & A
i (B (2) R GE R 5 A A8 & 22 [A] £7 76 AH G M
(B); (3) h A2 8 5 45 ) Z B AFAE B (B,) o thar
RO RN 3 2 AT AN =(8, X B/ B2
MR-Egger 1] 5 19 # FE 350 4] T 440 Wy 56 DX 2 300k, 5
P<0.05 WA N A7 AE KT 223501k 22, S 1 4 DA 4
F Cochran-Q #5:5, & P<<0.05 WA hy 17 76 5 itk 20
UM S Bl B — 32, BIRIR KBRS SNP J5 115
JIi 8 SNP (1 4 JF 8L . 46 TSMR 43 #7 JiF itk — 25 %t
25(0OH) D;, hsCRP 5 @& Ifil s i# 17 52 [1] TSMR 43 #7 .
P P<<0.05 J 2250 A it i Lo

LA S5y

> ORZEEER
HE
TaxE e | RsRE &R
SNP 25(0OH)D, SmE
Heth M FRi%

1: SNP N BA% A 2 £ 8545 25(0OH)D, Ky 25 4k 1E % D,
B2 SRV = A AR B

2 & R

21 TSMR&#r  AMF5EHE i = TSMR 4341 53l
i 25(0OH) D, 5 & 1L % . 25(OH) D, 5 hsCRP LA J%
hsCRP 5 & IfiL & A9 5¢ &R, 763X =T 53 A b 2 9 A T
156 4~ T. B A8 & H F 25(0H) D, 5 hsCRP ¥ 43 #7 .
2334~ T B8 5 ] T hsCRP 5 &5 I & (09 43 7, BA K
150 4~ T HAR B AT 25(OH) D, 55 LR, 4Hrss
UL 3 I 4, HH IVW rikiighd iR, 25(OH)D,
AKF T 5 I RURS: [ KA DG (OR=0.975, 95%CI

0.960~0.990, P=0.001) . i — &L hsCRP 1 K h 4
F AT MR 43 H1, IVW 25 L 1 7R 25(0H) D, 5
hsCRP f7 7 1 1] 5 Bk (OR=0.945, 95%CI 0.911~ 0.980,
P=0.002) , hsCRP 55 {5 IfiL & £F 7 1E [1] X 3% (OR=1.018,
95%CI 1.012~ 1.025, P=0.001) . 7& " 4 %0 43 #r o,
25(OH) D; £ hsCRP H' & A= 1) 2% i {H (8,) A —0.056,
hsCRP 7€ /& I F& o & A& 19 2 M {E (B,) A 0.018,
25(OH) D, 7 & I A & A= AL N 1E (B,) S —0.025, 48
T 45 W A A 308 (B —0.001(95%CT —0.002~0) , 1
15 el 4%(95%CT 1%~ 7%, P=0.008) .

22 REAEMRIGMAKEZHME £ Cochran-Q Kk
L 25(0OH)D, 5 hsCRP(P=0.524), 25(0H)D, 5 & IfiL J&
(P=0.497), hsCRP 5 & Ifil i (P=0.079) ¥ AN A7 1 57 Jit
£, i Fl MR-Egger 7 #E 47 04 7K - Z2 2001 A6 56 45 S
7%, 25(0H)D, 5 hsCRP(P=0.204). 25(0OH)D, 5 & Ifil &
(P=0.210) & A 7K F-Z %1 . hsCRP 5 & Uil & Z [8] £
TE 7K 2301 (P<0.001) . MR-PRESSO it 4% 5 % 1,
25(0OH)D, 5 hsCRP(P=0.495) . 25(OH)D, 5 & Il JE
(P=0.482) . hsCRP 5 & Ifil F& (P=0.093) 2 [] ¥4 % 45 7K
bt Wk 2.

23 HEMST BB RY, YHERE
fa] — /MR 2 B SNP B, 4y SNP (192800 2 447 T Jo Ak
20y [\, B JC i HE B BE— 4~ SNP, 25(OH)D; 5
hsCRP. 25(0OH)D; 5 & Ifil & . hsCRP 5 & IfiL & /%) 43
GERAMEA K, BAE T MR Z0 A4 R e fad k. ek,
I S I N QA = I 71 o o I 2 2 SN S o V£
SNP [H] TG i 22 5 (& 5),

24 RETSMR S W15 3 PR, FiiUES 25(0H)D,
Z 18] A K hsCRP 5 25(0H)D, ANETE i 25 1Y K 3 Sk
1M =L hsCRP AI REFEAEIE 0] 5K (OR=1.129, 95%CI
1.022~1.247, P=0.017).

3 i B

A5 R H TSMR 43087 77325, #4814 25(0OH)D; 5 i
I F AU T] g PR DG &R, I 2F— 25 43 hsCRP 76 H
ATRERY R PR o SRR, 25(0OH)D; 7K T iR ) i
3 32 AR hsCRP K F-, [] 422 B ARG v 1l s s XU

2 151 5% 1 AF 9 R — 301 59 R 2 A Ay 7
Y18 7% M3 rh 25(OH)D, ¥ B 19 AR 55 85 1 R JXURS: 119
A VIR o ARPFFEACIE T 3% — JCHK, 38 38
MR F3 B 4 (4 1 B8 Ay A i %) DR SR HE B, 2D T IR 24
R . 64 Y24 2 16, 25(OH)D, X =5 I < A4 44
YEF R AE LA Jr i . 25(0H)D, Bkt = Al fE 3 i 1 5
B 2 -1 7 55 5K 2= - (3] 7 3R 4% (renin-angiotensin aldoste-
rone system, RAAS) 7 P, 34101 4= B F1 B I A 1 e 37
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Petn g B BART 24 1,25(0H),D, /K EAR R, i
W R T T B o 22 1% sh ik, 51 R
JNBR P R T i, 384 0 v i e B4 RURS: , IR RE 7 < 0 461
B DR Ko LA R 40 B SR RRR /DN RUSE B i — 45
F O, R4 A E D 2R B 158 fh g 3 R 2 UG
RAAS, % & & LR 50 M, 45 F 1,25(0H),D, 1497

WO AT A RAAS B3 1 07, SCHR /R 6 M 4 4 3 D
HAT YT Refem R v8 W p R B/ . gER
D AR 504 T L B /INER 5 20 R it A - AL
FEZ L HLUh, 2 5 E T N LP R st
R A7 54 D78, Sk 2 o 5 £ R o S T LA

25 %5 Ak nSNP OR (95%Cl) B P&
25(0H)D, =#C WEHFEMBCE 156 0.945 (0.911~0.980) o -0.056 0.002
KRRNEHB MREgger EJ3 156 1.022 (0.901~1.159) — e 0.022 0.732
AR fIEE 156 0.945 (0.895~0.998) ot -0.057 0.042
[HEEEEC S 156 0.934 (0.789~1.107) — et -0.068 0.432
BUERLE 156  0.932 (0.775~1.120) — -0.071 0.451
,';’é%ca SE HEFEMSSLX 233 1.018(1.012~1.025) o 0.018 0.001
MR Egger EJ3 233 0.999 (0.989~1.009) -0.001 0.830
AR AIEGE 233 1.007 (0.995~1.020) 0.007 0.246
fET B AR AL 233 1.006 (0.976~1.037) i 0.006 0.681
TRGERLE 233 1.004 (0.994~1.015) 0.004 0.422
25(0H)D, mME FEHZEMECE 150 0.975 (0.960~0.990) " -0.025 0.001
MR Egger EY3 150 1.004 (0.957~1.055) i 0.004 0.860
AR fI%E 150  0.982 (0.960~1.005) . -0.018 0.120
faj AR AR 150 1.007 (0.931~1.089) bt 0.007 0.867
TIBUERLE 150 1.007 (0.938~1.081) —_— 0.007 0.853
0 1 2
1:: 25(OH)D; 24 25 F2HE4E A= 3R D,; nSNP i FUR R 2 S M .
B3 SR AT S R
7 EMRGE /DA R ALk BHEMGE /DA R Lk
/ MR-Egger EJ33% FNBAERL % / MR-Egger ElJ35% INBUER R
g fa AR AL B BAR AR
¥ 002: =
b i
B 001: L % 0.005 - |
1 . &fn’"u By ! 181 |i-j ';, 1_/
g 0 B o KR T —_— ﬁl: 0 %, =
=11 iE ! | T |
g —0.01- H 1 Iy %
o 002 S -0.005:
Z | ! | | 2] | ) )
@ 0 0.02 0.04 0.06 0 0.1 0.2
A SNP 5 25- 2844 % D, Z B B SNP 558 C R NERZEMR
W EMBGE /DA R AL Ek
/ MR-Egger [E1)35% IR EiTPN
fa B AR ALK
5
E‘( 0.005 -
N ittt
g0 —EEt
{IF . 3
i
) ~0.005-
b4
(/) . . . .
0 0.02 0.04 0.06
C SNP 5 25-82 #4445 D, Z A5

1 SNP M HRE ST, A, 25 BEGEAZE D, SEMC I EA; B, Ml C RNEHSHIME; C, 25 BI‘4ER D, 5EME.
B4 FEFERBEVLIL AT 2SR oS

HErE R D AR N B RR AS T T B G,
P AL A 435 41 405 % 18 2 1 B0 5 i 8 5 U T 4
(¥ 5 ST LA S S R A O ek
R D k= n] BE T BOUM K G B e, 1k
PR 55 ik 2 240 0 23 8 FHOPR 55 RO, LA i 5 9 32 )
AR Z2TRAT I 2T SR W, FAR 25 3 3R 0K -F- 1Y
T 5 R A R PR R R L T DR O

AN, 44 2R D ] BE B ) I AR A R 0 — A
M o 3% — 2t B PE KA W Lo-F2 Ak B L5 AL T
PEIE L 1,25(0H),D,, 13X — % 1k 52 72 7] 58 52 B 48 E 43
F (Cln i Ed SRBE K o FORE 2208 ) (30T , DA T 38 3
Pede % D B AL . 1,25(0H),D, & 25(OH)D, A]
30 S AR A PR 200 5 P B B P R A P S T e
A IS S AR IR T 1A 5K T, B2 B TR AR E .
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SO Z B T R AIE 2 4E AR R D Ak i 3 R IRl M EA ELR R AR e ) 7 TS A7 A2 8 2 PR, AR
FE B4 AR & B, M4 R D SR MRSy MRS R A R R R 2 A A2 R DL K
BRI, FLA B A (Y A TR AR 5 iR R D AR B R (PETROVE SN

R 2 RTERBENLAL S TR AGIG FIK P 2 2P 4 R

BERE - S PRSI . VS S 2 iy

MR-Egger 0 MR-Egger P MR-IVW QO MR-IVW P MR-Egger intercept MR-Egger SE MR-Egger P MR-PRESSO P
25(0OH)D; hsCRP 151.637 0.539 153.266 0.524 —0.001 0.001 0.204 0.495
hsCRP [TINES 240.578 0.319 263.064 0.079 0.001 0.000 <0.001 0.093
25(0H)D, ik 146.888 0.510 148.472 0.497 <0.001 <0.001 0.210 0.482

¥ : 25(0H)D, 2y 2555 3k 2 /1 % D,; hsCRP2H (= # C I 2 115 MR o 78 /R B L £k ; Egger Q20 Eggerlnl 14 11 0%t 11 5t ; Egger P} Egger[nl 19 119
PIH; IVW QR 06 J7 22 AL 19 OB 11 & 5 IVW PRy aifi J7 22 TN AL 32 (1) P ; Egger intercepth Eggerlnl I #% I ; Egger SE-A Eggerlnl IH A9 b5 #E 1% 2
PRESSO P>l 2 33014 5% 25 1 8 #F (6 19 PIEL

B ZEMAE BT EMBUE

| MR-Egger [E)35% | MR-Egger [E1)35%
7 - . .
6 .
100 -
g ol 5 oK
4 ettt e od. o b
iz s ES Nt R i3
=4 St Jte Sy for .l 8 = 50-
3 Sl
5| A BT 3 73K S A RS WP e
-0.50 -0.25 0 0.25 -0.1 0 0.1 0.2
A EIEET B EVARH
B EMBCE
| MR-Egger EY35%
12 -
oK
@
2
T 11
= R I SN DS
oliF g b PR TENAR I R
10" B T T R
-0.2 -0.1 0 0.1
Cc EIDEES"

TE: A, 25 BIEAEAE 2 D, 5l C SO 8 H; B, Ml C W H 5 IMILE; C, 25 B4/ K D, SR
B 5 iR BELAE A 4G R e - 12

AHFFE L B, M7 25(0H)D, /KF-5 hsCRP WeFEAE 1R -5 1o ML S8 56 L TE AR 56 0 41 % hsCRP #Y T i
e OCHK . X — 45 R 5 e ar iyt oE — 3k, & A Sk W 7E 4 4= 2R D /K -F- 8 AIR A5 00 F vl Be AT Bl T # By
R, 4EH: 3 D KRR A A A8 8 A 85 1Y hsCRP ERIMUE. Xiao 253 JEHES /K- hsCRP JETH RAAS
KB5Sk FE Ak A R D ] A AL AR hsCRP e JEE B0, 2 055 AT A8 RN I A I 1 S 5 | R AR RE S v A 22 AL
AR E T MR 43 Ml — DR — G &R, HoR T A A 5 0L 1 R e . 4R, Plante 254 53 3t A A M BA
RHEWr R il Pt . 44K D 5 hsCRP )& & 1] BEJ& GBI 5T K B, hsCRP 7K - 1) T 55 9 oA 5 2 48 o & &
18 1 HE I 28 1,25(0H),D, 18 15 R AE [ W ok S B, IR KUK o Bisaria 25 15 17 A8 T 169 1 5l 4F 5 & 1Y
1,25(0H),D; RE % 7 il #% [N ¥ «B 15 7 18 i, /> e % ML BE Y70 5% R & B hsCRP 7K 5 & I JE A7 78 58 1
YA - 7 AR, IR BT R A R AR . BT SEESCH R XA —BT BRI FEAR R
hsCRP J&7E 14 & 6 PH 45~ il I 20 b 1) % E T 7, AN IR T L SORE RS B IR 2% R DL KR I R 12 W
BAERDZTERFEANTR 6 KT LI, #Emoli FRfESE 2R Z 51 . Jae %5 By RF 58 £ W], hsCRP
hsCRP 433438 fin 7% TR T 15 5 v I DRSS 38 M 1) SR AE ) 2% 1A 5 B

MR T hsCRP 7K -5 5 IR AH P A BIF 78 45 S8 ToGe T2 5 S, 4T 2 88 A s K B9 T s e 2 R R
A —35 . B4 FAT IR ik 278, hsCRP /K- 19 T F8BUE U85 & i RURS: BE AR OC . 3 v] /e AT LA ff R
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hsCRP 5 5 IfiL s 2 [A] W48 B Y K P 223801k . R KR A HF
FENLBE— 28 PR RAE bR W) 15 1 I e 22 1) A DR 2R B

Z, I PPAE o T LA AR ) % 9B A AT e L
AT TERCR

R3O AR AR B LA 54T 45

IR 4555 WiRZS nSNP OR (95%CI) B PlE
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