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[ Abstract ]
polymorphisms  (SNPs) and family inherited depression.

Objective

and 60 healthy subjects
analyzed.

To investigate the relationship between C-reactive protein

(CRP) gene single nucleotide

Methods Sixty patients with family depression history (fDEP group)
(control group) were recruited. The serum CRP levels were measured, and the CRP SNPs were
Results Serum CRP levels in fDEP group were significantly higher than those in control group (2.811 +0.341mg/L vs.

1.871 +£0.152mg/L, P<0.05). The frequency of A allele in rs1417938, C allele in rs1205 and G allele in rs1800947 was significantly
higher in fDEP group than that in control group. ThesAA genotype in rs1417938, CC genotype in rs1205 and GG genotype in

rs1800947 were associated with serum CRP levels.

Conclusion The study reveals that patients with family inherited depression

have higher serum CRP levels and CRP.SNPs may be associated with family inherited depression.
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Familial inheritance depression

Single nucleotide polymorphisms

RIEATRES 5 T IWARIE B9 A i B2 , H TG T8 M A 0E
EFHARAE OC R AU 2 2 A — 2B VSR BT 7
B 2 BAS A AT RETE T T IMARAE Y A A= T I T
CRP 7KV F 18 5 ARAE A 0 T AR R G5 — 2
P PERIE FT 2 CRP K F 3, il A BIALH] , fe 2
FECT IABRE ) AR R BRI TR T Ktk 1
TR BRSO R ITARAE 5 CRP 7K1 ¢ 2 DL AR AL
il AEL R TR 2B A28 S KL e Ag g —
458, AT BL, CRP ZEN AL H TR Z AL (SNPs )22
SRMEWRAEVEMARSE  (familial inheritance depres—
sion ,fDEP)[ R IFRARK LN 40%H, EAh , ZEXT RGP AUH
R ST e B8 CRP 2352 M SIVAIE 2o 119 25 PR3 1
A BFIE % BRRRE (1) CRP SNPs 1] fE 22 52 1 Ifil 7 CRP

-525-



KO 2 F M ST fDEP R4 1 CRP SNPs Kk —4
BRI CRP SHIARAE A K & o

1 X&KMATE

L1 X% $EHC 2015 4 7 A 2 2016 4F 7 A FRBERS
BHIMIZ A IARIE /) 55 1 23 60 l/E ky fDEP 4, 4R
(45.09 +8.12) % ;BMI(25.31+ 5.01 )kg/m®, 44 A5 ifi: .
(1) F58 B bR 7325 (ICD-10) M ARSE 112 Wi bR 5
(2) T3 IR W AIAR F 26 (HAMD—-17)3F43 > 17 435 (3)—
FOoRE R/ | KRG TARRER S o HEBRAR
HE: (L) BA SRR B Sk AR AL JE8E PR
RGP NP3 R S e PESE TR o (2) K1)
R 2% W B B R s s 24 . D e E R 3R B
fat AR K D5 Pk 60 M5 1 Ay £t e X B2, 4F 1% (47.85«
7.23)% ; BMI(26.64+ 4.22 )kg/m®, Wi £H [B]4E % . BMI 25—
MR o2 22 5 (3 P >0.05) . FTAHAH
P B AN 15 L BB B 51 2k
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N], Architeet ¢16000) o
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FEEAT T T0 , ARFFEBERE T 5 A EIDUE A HEH L
1Y) CRP SNPs Z285ME00 58, A04E rs3093059 151417938
rs1800947 .rs1130864 Fl rs1205 137 5., WK 1. A 321k
AR AR 1 8 1 A BT A AR AT SNPs (14 5 PR Y
R, ISR FHAH SC B 4T A ) 5 R A A e it
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B 1 CRP & HAYHF XIS IEIF S A SNP A7 5 I B
A R BB DL xes 28, 4L I) FE B SR T ¢ Ko DA K,
Welch ##E, CRP J:H 2 &40 K H A6 ot i 17
Bonferroni K #E. /N[ CRP SNPs 41 8] 1 i3 CRP 7K F-
FLBER B R R 5 225301 LA I Tukey JE K% . P<<0.05
HERAGITFE L,
2 %R

2.1 WA A LFE PR L8 fDEP 4 1fiL% CRP 7K
B I T AP <0.05) , B $e bR TS T # 2
2(¥ P>0.05), 3 1,

R 1 PRSI IR ARG HEEL

WA fDEP 41 (n=60) fEHEXI A (n=60) P1H
TC(nmol/I.) 5.18 £0.89 5.31+0.55 0.901
TG (mmol/L) 1.85+0.98 1.71+0.79 0.911
LDL(mmol/L) 2.98 +0.85 3.01+0.98 0.981
HDL( mmol/L) 1.18 + 0.89 1.21+0.76 0.979
25 5 L% (mmol/L) 4.36+0.87 471122 0.815
F 5 (nmol/LL) 461.32 +41.21 4544 +26.76 0.885
JRIR (mol/L) 257.68 + 17.98 276.64 +17.99 0.430
[i] 252 202 ( o mol/LL) 18.12 £2.11 14.53 £1.36 0.155
I 54 %5 8 (mg/L) 269.84 + 19.68 208.4 +31.22 0.439
CRP(mg/L) 2.811 +0.341 1.871 £0.152 0.014
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26 5], XF R ZH 2 1)), #0T DL 2 F IR I CRP B3R5k
K3 P<0.01). BEAM, rs1800947 {37 i HAR AR 2537 3L
KA CC(fDEP 41 4 1], filt FExt REZH 16 1)) & 2 T 1
1L CRP K. PEILE 3,
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+= 2 gl CRP SNPs Y HLE ] ( % )]

SNPs {37 45 N DEP £H (n=60) X R (n=60) P{H
1s3093059 TT 31(51.7) 33(55.0)
TC 17(28.3) 15(25.0) 0.910
cC 12(20.0) 12(20.0)
rs1417938 TT 24(40.0) 35(58.3)
TA 10(16.7) 23(38.3) 0.000
AA 26(43.3) 2(3.3)
rs1800947 GG 42(70.0) 26(43.3)
GC 14(23.3) 18(30.0) 0.003
cc 4(6.7) 16(26.7)
rs1130864 cc 30(50.0) 26(43.3)
CT 27(45.0) 26(43.3) 0.270
TT 3(5.0) 8(13.3)
151205 TT 21(35.0) 29(48.3)
CT 19(31.7) 27(45.0) 0.001
cc 20(33.3) 4(6.7)
% 3 A[Fl CRP FEFERIZ K MG CRP K-y LA
SNPs {17 1, B SrRpiL] n CRP(mg/L) Pl
1s3093059 TT 64 220031
TC 32 2.66 +0.52 0.710
cc 24 2.26+0.49
rs1417938 TT 59 0.75 £ 0.23
TA 33 1.41£0.28 0.000
AA 28 6.78 +0.87
151800947 GG 68 3.12+0.35
GC 32 1.91+0.17 0.000
cC 20 032+ 0:28
151130864 cc 56 2.53+0.31
CT 53 221'+0.29 0.640
TT 11 2.01 +0.18
151205 TT 50 0.78 +0.26
CT 46 1.46 £0.21 0.000
cC 24 7.25+091
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TEAR A BLTIAT A AN B, 25 2 D0 3 A0 8 1 n] g 5 2 ]
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i5t1% CRP SNPs [ 3 A SR AE {DEP SB35 v 2% 5 T
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N, XSS R E R CRP SNPs S ARAE ) & 5 A
FHEME . BEAh, AHEZE 25 R A & B DEP 3 1L T
CRP 7K - B S i T X BRAL, kA4 R 2 1L 3
CRP 7K~ Tt vl g S AR A AH G o 5 RS 5o
PIBRFFE LRI, LT CRP ZKSF bt AT AT o R JE ]
I BOUMARAE 9 A, 2B H HE RS 1) CRP SNPs
RA AT RE 2L T L3 CRP /K F34 & 9f  iiiif  1 4l
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