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BREEEE YR A% K &

M OE BB M UG TR LW R B BEZR (homocysteine, Hey ) (IR (ZEZE R B, (vitamin B, , VitB,, ) 7K ¥ #0135
¥7 PR 45 1 R (ulcerative colitis, UC) I RFFAEAYAHCPE . ik 49 A 186 i UC 83 F1 202 )4 5] 15 47 % 40 I C 49 1F 5 % JB &, R
JH“Truelove & Witts” PF43WFAli UC MR MU IE B BE o NI PR G 00 € Hey /KF | Ab 2% & G 28 06 T 58 1R\ VitB , K F i3
F Pearson #5G T4 HT 2 T0EE M WA A HT R T UC B Hey K5 “ Truelove & Witts” P43 R\ VitB , \C & L #& 11 IfiL T 11 #&
FSELE EIBFRIE R, R Logistic FUHZATAL UC Mhsr R H R, R SIEH XA LK, UC Ad Hey KT B EHHFIE
X ZH (13.01 4. 02pmol/L vs 10.01 2. 40pmol/L,P <0.01) , T -2 | VitB,, 7K -3 B @K T 1E % % B 4H (5. 74 = 2. 64ng/ml vs
7.59 £2.21ng/ml,P <0.01;274.49 + 115. 12pg/ml vs 429. 85 + 120. 92pg/ml, P <0.01) , UC 21 " 75 [a] 2 2 fp 4 R 1L 5E ( high ho-
mocysteine, HHey, > 15. 0pwmol/L) FlH R Et = ( <4.0ng/ml) VitB,, Bt Z ( <203. Opg/ml) 89 L 34 W & T- 55 (24. 19% vs 5.94% ,
P <0.01;27.96% vs 5.44% ,P <0.01;29.57% vs 6.93% ,P <0.01),H UC & Hey KFEHRE > JE > BF(15.27 +
4.73pmol/L vs 12.45 3. 64pmol/L vs 9.32 +2.27pumol/L, P ¥ <0.01) , i M2 VitB,, /K FIH T < I < ¥ (4.26 £2. 89ng/ml
vs 6.03 £2.50ng/ml vs 7.14 £2.37ng/ml, P ¥ <0.01;198.37 +98. 64pg/ml vs 316.58 + 134. 37pg/ml vs 402. 17 =130. 61pg/ml, P
¥ <0.01) . ZHEK Logistic FIA5 AT R AEAL IE 4 BIATAE IR S5 R J5 , UC 4 Hey /K5 0FER  VitB , K- 2 37 AR (B =
-0.287,P=0.025;B = -0.267,P =0.032) ,Z KN &K Logistic 1T 431 45 R BIx, HER L= VitB,, Bt = ¥ 8 UC (45l 57 1 16 I8 &
(OR =3.314,P=0.012;0R =7.019,P <0.01), £i® L& DK UC 3 P R B2 B & R I AE A0 i R L VB, Bk = A9 4% i v]
8 i A7 7E , M5 Hey KPR | VitB , /K P15 UC B B 7™ 51 F2 B 2% UIAR OC , R VitB , Bk = 48 UC M fE R &R
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Correlation between Serum Homocysteine, Folic Acid, Vitamin B, Levels and Clinical Features of Ulcerative Colitis. SHAO Xiaoxiao ,
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Abstract Objective To analyze the correlation between serum homocysteine (Hey) , folic acid, vitamin B,, (VitB,,) levels and
clinical features of ulcerative colitis (UC) in Zhejiang Han population. Methods A total of 186 UC patients and 202healthy controls with
matched gender and age were enrolled to evaluate the disease activity of UC patients by " Truelove & Witt" score. The levels of Hey and
folic acid and VitB,, were detected by cyclic enzyme assay and chemiluminescence immunoassay. Pearson correlation analysis and multiple
linear regression analysis were used to analyze the relationship between Hcy level, " Truelove & Witt" score, folic acid, VitB,,, C - reac-
tive protein and serum albumin in UC patients. Finally, the independent risk factors of UC were assessed by Logistic regression analysis.
Results Compared with the normal control group, the level of Hey in UC group was significantly higher than that in the normal control
group (13.01 £4.02pmol/L vs 10.01 +2.40pumol/L, P <0.01), folic acid and VitB , levels were significantly lower than those in the
control group (5.74 +2.64ng/ml vs 7.59 £2.21ng/ml, P <0.01; 274.49 +115.12pg/ml vs 429.85 +120.92pg/ml, P <0.01). The
ratios of hyperhomocysteine ( HHey) in UC group ( > 15.0pmol/L), folic acid deficiency ( < 4. Ong/ml) and VitB,, deficiency
( <203.0pg/ml) were statistically increased in UC patients than in controls (24.19% vs 5.94% , P <0.01; 27.96% vs 5.44% , P <

0.01; 29.57% vs 6.93% , P <0.01). The level of Hey was increased with the severity of UC which was severe UC > moderate UC >
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mild UC (15.27 +4.73 wmol/L vs 12.45 +3.64wmol/L vs 9.32 £2.27pmol/L, P <0.01). And the levels of folic acid and VitB,, was
decreased with the severity of UC which was severe UC < moderate UC < mild UC (4.26 £2.89ng/ml vs 6.03 +2.54ng/ml vs 7. 14 =
2.37ng/ml, P <0.01; 198.37 +98. 64pg/ml vs 316.58 +134.37pg/ml vs 402. 17 £ 130. 61pg/ml, P <0.01). After adjusting for gen-

der and age, multivariate Logistic regression analysis showed that Hey level was negatively correlated with folic acid and VitB, in UC
group (B=-0.287, P=0.025; B = -0.267, P=0.032). Multivariate Logistic regression analysis showed that folic acid deficiency
and VitB,, deficiency were independent risk factors for UC (OR =3.314, P =0.012; OR =7.019, P <0.01). Conclusion HHcy, Fo-

lic acid and VitB,, deficiency may be common in UC patients of Chinese Han nationality in Zhejiang. Serum HHcy, folic acid and VitB,

levels are significantly correlated with the severity of UC disease, and folic acid and VitB,, deficiency is an independent risk factor for UC.
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Bt M 45 1 98 (ulcerative colitis, UC) i [ & 4R
B, HATEREE B = X UC & 9w AL 52 w1k B
B AR B Z B2 (homocysteine, Hey )
2 B 2 R 1 vh AR ™ 1, 2 m A TG A E
Oy F . I Hey 7KF > 15. 0wmol/L By 5[] 1 2 Jie
Z 2 1L AE ( hyperhomocysteinemia, HHey) , HHey 5 &
PEARE 2 BB VIR 56, Hey A3 56 B G A0 1M 375 2
VitB,, 7K S J& 5 Wi 1 3 Hey fCIF R0 S BE3R A2, A
WF5E A , HHey FARJE R R KB X & Rt
BEARIE S5 H B s X R % V), A Hey 78 UC K
I3 R 8 P AL AT A fe B 20 ok db, H i E g Ak 2
UL 56 F Hey FIMBR , VitB,, /KF 5 & E UC If IR 4% 1E
(R SEAF 5T, AR BF 5 BRI Hey FIITER |\ VitB,, /K
HWiLAA I\ T UC G IRFRIE R OC &, B 72 M Ah Tt
2 \VitB , i BiiAyT UC 22 %

&5 HiE

1A 4. 99 A 2017 41 A ~2020 4F 12 A
TN BE R R A A — BE B N BE R R A B
— BE B AR T E B2 B UC o 186 (B
P98 i, Lt 88 i), M H - HAE I Ky 39. 45 =
14.69 %, Horp g W s & 28 B, AR R AE Y I
LW 5 E TR I (2018 4E Jb D) ) LR IR
SRS E SEARAE I Ak Y R A 2 A A LA B T
UC 2 W) 9 A8 30 0 4K s 285 i B 2% TR 4 oA 328 iy 4%
%6 118 BRI iz 45 7 %6 68 1, e 175 7™ B A5 B K
UC &5 R EE 70 M) i 88 il HE A 28 fii], 22
Bl UC BE L — sk Z M n s KB, 1BI7 LR
5 - F KA R 106 5], K LB ER 42 B, ST TE 25
48 i, S W0 50 29 B, A R 37 B, 4745 B Y
BRAR 2 ], IF 5 G IR [ 3A F IH BE R K AE E
55 PR B AR 19 202 4814 B A R, L 5B 102
B, ek 100 ], ~F- B 4E 88 38.74 £15.36 %, A
v R I 1] I o I o S A el e T R T
B, EZFBEXGEIT¥E X (P >0.05), st

G 58 36 2% I R A A HEBR S XIROC T 28 R Ge k4L
BRI 12V E T REAS 43 0 I L A8 B B PR b
R . IR 6 A H1 IR VB, (vitamin B, ) .
1B e 2 245 ik B 5B T BT 90 X R 31 S W VLA DU
AHEE I TC M %56 & o A AT 5838 3 i M0 B A R
Ja o B B BE e AR B T B s b E (R B S
2016 FHIFERBIES 42 5 ) | Bt A7 WF 58 % 4 35 % 28 A A
=S

2. WESETTEE (1) B0 - BT A WO 8 BF 58 %
SR AH 0 5% 1ML 28 M2 34K (white blood cell, WBC) |
H PR KL 20 M9 43 b (neutrophil ratio, N% ) | ML 25 H
( hemoglobin , Hb) . ML/ 31%X ( platelet, PLT) . C JZ [
i H ( C reactive protein, CRP) . T 7l fifi ?'ﬁ,[@é%(eryth-
rocyte sedimentation rate , ESR) M E H 3 H (albumin,
ALB) Ff1Z2%45 T3 [ (fecal calprotectin, FC) ARSI
KAEVOR, (2)ARE: TIHREIRET REHR
ki Sml, % I # & 30min J5 & F B0 AL, 35001/
min &0 10min, Z 5 & T - 80°C vKF & A7, TRl
Hey FFER A VitB,, o (3) a2 J5 ¥ R G 26 g v A
M Hey /K (Hi 1 Roche A RN ) , b2 &G
2 R Vi, K, 7 WHO i 59 58 T
M2 . ViB,, il & i) b5 #E, HHey: ML % Hey ¥ >
15. Opmol/L, MR = . ¥ & < 4. Ong/ml, VitB, 6t = .
W <203. 0pg/ml,

3. GETT A5k T SPSS 26.0 S8 T AR 4 Xt 4L
AT Gt o . £F & IE &4 A 13 R R LYY
B PR UERE (x +5) Rom R WM ST AEAS ¢ 4G 50 505
2253 BT AL S TB) 3 4 BEORE, SR ] x* K30 8K Fisher B
DIME A2 LB A ) BTk . R Spearman FRAH %
ST RRE N, R Z R E Logistic [B] 159 43 #7
Ah3EZ2 R A DL P <0.05 N ERAHGFE L,

5] R

1. UC ZH FNIE 5 X RO [H] Hey (FFRR AN VitB,, 7K P

g 5 IE % X A B, UC A Hey K1
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W T E R 6 BB 2H (13. 01 £4. 02pumol/L vs 10. 01 +
2.40umol/L,P <0.01) , 1 M-z . VitB,, - 4 7K S BH f
& T 0F % X B4 (5.74 + 2.64ng/ml vs 7.59 =+
2.21ng/ml, P < 0.01; 274.49 =+ 115.12pg/ml vs
429.85 +120.92pg/ml,P <0.01), UC #1* HHcy LA
JntiR VitB , it = 3 0 L 2 B T (24, 19% vs
5.94% , P < 0.01;27.96% vs 5.44% , P < 0.01;
29.57% vs 6.93% ,P <0.01)

2. Hey FIM2 | VitB,, /K V-5 UC I & ¢ 1E AH ¢
P AR YE “ Truelove & Witts” W20 s HE B AR g UC J% 1F
FEEAR B R T, AR E M, UC BE T Hey KOF
B > HE >RE(15.27 £4. 73 umol/L vs 12.45 =
3. 64pmol/L vs 9.32 +2.27pumol/L, P ¥J <0.01) , 1fij

MR, VitB, K ¥ EHEE < P JF < B (4.26 +
2.89ng/ml vs 6.03 +2. 54ng/ml vs 7. 14 £2. 37ng/ml,
P ¥ < 0.01;198.37 + 98.64pg/ml vs 316.58 =+
134.37pg/ml vs 402.17 = 130.61pg/ml, P # <
0.01) , TAKYE UC BHe FBAL o J= 70, 45 R K BLA
&AL UC B3 Z 18] Hey IR A VitB , K- L #%, 2
FEHG AL (P 3 >0.05)

3. UC 41+ Hey IK B9 52 0 K 2 530 Mr - Pearson 8
KA Z Mo Hr 2B UC 3% Hey KF 5 CRP,
N% .FC F1“Truelove & Witts” PE4 & IEAHE , 5 M8 |
VitB , /K F Hb  Alb 7KF 2 AHSE TR 1, Z N
= Logistic BT e R FEH  uC 4 rp Hey 7K 5t
M2 VitB,, S GURSG TRIL R 2,

®1 UCHAYP Hey K FSHER. VitB,, & I RHFIEZ B X R

i H CRP N% FC “Truelove & Witts” ¥4 2 VitB,, Hb Alb
r 0.294 0.312 0.236 -0.322 -0.412 -0.265 -0.315
P 0.011 0.008 0.018 0.003 0.001 0.014 0.006

£ 2 % MEZE Logistic @34 % UC A Hey kP
SutEgfn vitB,, B4 x4

i H NIV VitBy,
B -0.287 -0.267
95% CI -0.832 ~ -0.021 -0.024 ~ -0.003

P 0.025 0.032
AN AF W O S R Vit AR

4. UC A0S A B PR o« 72 B A WS %) 42
H AR AF I IR L AR R Z L Vit Bk =
TOLEAT Z N R Logistic BIVAMEAT o0 B 45 2R K B, it
MRk = (VitB,, Bt = ¥k UC Ay M 7 & B B R 1 WL
*3,

x3 UCHIBHRERDH

It H R = VitB, it 2
P 0.012 <0.01
OR 3.314 7.019
95% CI 1.325 ~10.238 4.513 ~20.196

AN AF R O S R B Z DL Vi, B 2 AR AL

15 i
AW KB, 5 IE & % AL, UC 41 Hey
K52 T, R L VitB,, K ) 3 A, HH ey Al
MEREZ | VitB , Bt Z IR BE R FROR B,
HHey 78385 38 A rf (4 & A2 R 29 5% | 1 78 R E 1%
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1% 9% (inflammatory bowel disease, IBD) £ 3 A [6] F %
ABEF LR 10% ~56% 7. BFFE 8%, Hey AN
X RE 175 S HILAAR S A I T8 S I A 3F 98 P s I Y 0 7 | 4
Tl R ML b K SR AE 3 T LA 5 fizp T8 TR N 26 R 1Y
FIEAER™ . Hey 7640 M8 P9 i 7 1R i ik 1 £ 2 A
PUR 2% 50 — 2RI A0 2 IR S 4 B eI A VB, oy
MR OC R Hey BT IEAL 0 &R 5 — 5/ &
28 A2 IO o Tk Ui, 44 R B AT, Hey 522
CANIE RS BB Y AW 1 B S ot SR E R LI E N e 2
SR YIRS 3 HHey, UC 7EN Y 2300 H & etk
PIw I 52 8 R, Hey 5 %9 48 Pk RN 8] JE A
COGVENRER B G g A RV AT AR 3 Hey 7K T
i, Hey VA 5 922 908 43— VR 28 14 40 DX 5 O[] o7
AR EBUE . AR, Hey 78 UC A A5 AL H 9 6 1
AR

AW — R H 2 W E Logistic 11 5 # %
B, UC 4 Hey /KF 50 FR | VitB, 50 57 71 A ¢,
ML Hey 7K 32252 - fR A VitB,, 7K F B K HAC i
IR R OCHE W A R W, TR R A e A O A T
Hey R —Fh OC B BR G , W] LA AL Hey 28 HY B
b 3 458 FOR A AR 2R AN Y AR, T VitB, g B 3
BTG . BFTTR L, VB, K T BE AR AT fE 2 S B0 IBD A
#H HHey RUERERZE , LR BFsE R M, R . Vi, Bt
Z Al REAE IBD A9 & ML o BAT 20 57 T Hey ARSAH
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FM R . — Tk [0 K w0 R A i
B OF 9 7 IBD BE H LT VitB,, 5 Hey K2
Mz SR SE S HHey HH 2G A9 1 R B = 0T fE 25 386 0
IBD (83545 B W 9 09 XU o Hey AR 355G 5 B K2 it v
MR | VitB,, W& B2 5 I Y Hey R A9 & 2 K
U Yun ZEUHESEIA K IBD &K AT RE S R B
ZA K, IBD BFE AT FR A VitB,, o] BB 0 B E
A8 TR, 28 L RTR 2 A 240 7097 3k nl 3 P AR
M4 Hey KRR UC I RH BT . SCBs b, 1
Hey KP5S8 2 it il b K EFELZMME IR
LFEVEHREE R, uC B3 T iHiR  VitB , 7K FXF Hey
TR 8 52 Wi ik A7 A 4P, Hey AU K SF 538 O 280 52
FN RGO, R VieB,, 7677 Hey 14 72
LAY OIReZ B Z R 2, 4 uC BE
PEE AT 1 PN PR 5 AL AT BB 5 i R | Vit , X Hey 1R38
I 5

ARG & B, HHey | MR il VitB, St = 5 UC
BHE BB E R G, H UC B Hey KF
> R S R UC B E R ViB,, K1
HE <PE<BRE, #—LPRAZEE Logistic EIYE]
ST R, UC 2 Hey ZKF 5 1R | VitB , 5 40 57 71
A, UC d Hey /K5 UC 41 C [ 25 2140
DURER 88 DR AR IEMHX, 5SAEA & A K
FRGAAK, LN K Logistic [ 143 H7 45 5 87w |,
R VitB, 5k = S UC RS e %, UC & W
AR T R MR BARAS , —J7 105 & I 44 R Wb
AR NERAR ) —J7 i, R VitB , &
Hey fRIF 8 b i = 2R B, i B2 F VB, 76— 2 /2
JE F AT IEAT Hey MK 2840, BLAMA BF5E % B, Hey
K UC WBIRTGsh B E X R &Y H 5 —I0
W5t 7R, UC B HHey S E PR IGSE B K&
TR B R Y TG 3 OB T  Akbulut 25T B SY &
M, +HH UC BF M Hey KF5 CRP ¥R Y
I PR 3% 2l 34 08 1 3% 0GBk . o5 A B UK 1LY Hey
K5+ HH AR IBD & M RYEFE PR 40 CRP ESR
A ELTE AR 21 Kallel 2617 BF5E & B, Hey K P 5
MR Vit K 2 Sr G, L, 25 B A Y &
B, I A Hey 7KSF-FI0EER | VitB,, K - AT BEAE R 4
BIPAS UC %99 15 3l BE 8T S % 6 hr

ZERR,EH ZEITENE UC BE T E
Hey MR Fl VitB,, 6t = 30 3% 0 , 1L Hey F1H 2 |
VitB,, 7K~ R0 UC %9 ™ 5 72 B b 340 ¢, iE iR |\ VitB
=z 2 UC W fEl R R . A B TE R #bh 58 i R

1 ViItB,, I R4 B iR YT UC Rt — 24k 4l . 4R 1M Hey

FR 5 e R 38 K i R R VB, I 15 B 92 (9 BIL TR RN 52 e

R %, H UC B 5 A 0 1A A 2R 55 o o] RE X 8 5%

AR AR 52wy, A BIF 5T B AT 94 T8 3% B B Hey AR G

BRI ZE R uC Mk YIALE A fr T2 K
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