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Influence of Pregnancy Outcome about Placental Position on Placental Abruption
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Abstract; [Objective] To analyze the influence of placental position on pregnancy outcome of placental abruption. [ Methods ]We
retrospectively analyzed 51 cases of placental abruption who dilveried in our hospital. There are 20 cases in which the placenta was
implanted on the anterior wall of the uterus (anterior group), and 31 cases was implanted on the posterior (posterior group).
[Results] All cases underwent cesarean section. The incidence of antenatal hemorrhage in the anterior group was higher than that in
the posterior group (80.0% vs 19.4%, P < 0.001); Also the diagnosis rate before delivery of the anterior group was higher than that of
the posterior group (90.0% vs 45.2% ,P = 0.001). But the volume of postpartum hemorrhage in the posterior group was more than that
of the anterior group (818.7 + 498.6 mL vs 400.0 + 132.5 mL,P = 0.001), and the transfusion proportion of the posterior group was
higher than that of the anterior group (38.7% vs 10.0% ,P = 0.025). The incidence of neonatal asphyxia in the posterior group was
higher than that in the anterior group (41.9% vs 10.0%,P = 0.015). There were no differences between the two groups in the cause of
the disease, incidence of postpartum hemorrhage, occurrence of DIC, birth weight, proportion of fetal distress (P > 0.05).
[Conclusion] Clinical symptoms of posterior placental abruption are not obvious. It is difficult to diagnosis before delivery, which
prone to cause serious complications. When there is unexplained poor response of fetal monitoring and fetal distress, placental
abruption should be considered. Then it should be timely treated to reduce the complications of mothers and infants.
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Table 1 Basic data of two groups

Characteristics Anterior group posterior group X P

n 20 31

Age/years 30.0+4.4 295+42 0.449Y 0.655

Symptom and signs

Abdominal pain 10(50.0%)  12(38.7%) 0.632 0427

Vaginal bleeding 16(80.0%) 6(194%)  18.228 <0.001°

EFM

Frequency contraction ~ 16(80.0%)  10(32.3%)  11.088 0.001Y

Abnormal EFM 10(50.0%) 7(22.6%) 4113 0.043Y

Inducement

Hypertension 5(25.0%) 8(25.8%)  0.004  0.949

Hydramnion 0(0.0%) 3(9.7%) - 02717

Trauma 2(10.0%) 2(6.5%) - 0.6407
( (

Diagnosis before delivery 18(90.0%)  14(452%) 10456 0.001°

Ut value; *Fisher test; ¥YP < 0.05; EFM: electronic fetal
monitoring; Frequency contraction:5 contractions in 10 min, averaged

over a 30—minute window
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Table 2 Outcome and complication of two groups

Items Anterior group  Posterior group X P

n 20 31

Delivery Weeks 33.7+3.6 35036  -1.174Y 0.246

Bleeding volume/mL, ~ 400.0 £ 132.5 818.7£498.6 -3.661" 0.001%

Bleeding=1000mL  0(0.0%) 8(25.8%) - 0.016”

Postpartum hemorrhage ~ 8(40.0%) 14(45.2%) 0.132  0.716

Transfusion 2(10.0%) 12(38.7%) 5031  0.025

DIC 0(0.0%) 4(129%) - 0.145?
( )

Uterine apoplexy 6(30.0%) 8(25.8% 0.107  0.743

Ut value; ?Fisher test; ¥P < 0.05; DIC; disseminated intravascular

coagulation
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Table 3 Newborn situation of two groups

ltems Anterior group  Posterior group X P

n 20 31

Weight/g 1873.0 £ 783.9 2141.6 £ 726.1 -1.250" 0.217
Fetal distress 10(50.0%) 8(25.8%) 3.116  0.078
Neonatal asphyxia  2(10.0%) 13(41.9%) 5972 0.015%
Alive baby 18(90.0%) 29(93.5%) - 0.640%

Yt value; ?Fisher test; ¥P < 0.05
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Prognostic Impact of MTHFR Polymorphism on Colorectal Cancer Patients Ttreated by
Chemotherapy

DONG Qiu-mei', LI Ying', HUANG Sai-hua?
(1. Department of Gastrointestinal Medical Oncology, 2. Department of Radiotherapy, Cancer Center,
Guangdong General Hospital//Guangdong Academy of Medical Sciences, Guangzhou 510080, China)
Corresponding to; DONG Qiu-mei; dqmzhang@163.com

Abstract: [Objective] To investigate the relationship between polymorphisms of the methylenetetrahydrofolate reductase
(MTHFR) 677, 1298 and the PFS (progression free survival,PFS) of advanced colorectal cancer treated by chemotherapy.
[Methods] 81 stage IV colorectal carcinoma patients confirmed by pathology were treated with FOLFOX6 or XELOX regimen and
DNA of peripheral blood was obtained before therapy. MTHFR genotypes were detected by PCR and sequencing method. The PFS of
patients with different genotypes were compared, and effects of various factors on prognosis were evaluated.  [Result] Of the 81
patients, the frequencies of MTHFR 677 CC, CT, TT genotype were 54.3%, 41.9%, and 3.7%, respectively. The mean PFS of CC
and CT/TT genotype were 11.4 months and 13.8 months respectively, with significance (P = 0.046). The frequencies of MTHFR
1298 AA, AC, CC genotype were 62.9%, 34.5% , and 2.5% , respectively. The mean PFS of AA and AC/CC genotype were 13.2
months and 11.7 months respectively, with no statistic significance (P = 0.127). The other factor (gender, age, tumor site, etc) were
not associated with PFS. [ Conclusion] The present study indicates that the mean PFS of MTHFR 677 CT/TT genotype was superior to
CC genotype.  Polymorphisms of MTHFR 677 may be an important factor to predict the prognosis of colorectal cancer treated
chemotherapy.

Key words: methylenetetrahydrofolate reductase (MTHFR) ; colorectal cancer; prognosis; progression free survival (PFS)
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W WE 25 245 ) 1) e T g 4 FH 32 1) 22 A g 1 5
M, SV HH 5 DU S 234 )57 il ( methylenetrahydrofolate
reductase, MTHFR )il i 821 5-FU 40 Mg 84 FH 19
BB PR X HAO R i e A B . MTHEFR 2
R ARG P 1 O B, B AL T RE Ak 5, 10—
7. HE 3 D R A Bk 5— HE R U SRR, S Y
MR AC Y — R FR B . MTHFR S H A 28
PR e W 2228510 C6T7T Fl A1298C /M7 5,
F 5T e B A7 35 D) A el 72 45 5 ) MTHFR
il 5 | I E— 255 i PR W W 2 24 ) ) L VR
PRI A 5T 2R FH 3 U P 75 43 T MTHFR 3 [
C677T Ml A1298C L 75 PE gk M e B Ak y7 5
TG HIOCER , RIGIRA ST IR IT B HE BRI AR .

1 ##H57*

1.1 & #

WefE 2012 4F 1 A & 2013 4F 12 ATE) KA
N R B Be 2805 B 12 1Y 45 B Wddes i & 81 ], 55
. 5 44 ), 2 37 9] AR IS 27 ~ 76 %, IR
DA 3K 0 56.2 2 Fil 56 %, AT A IR B 2 54%
R AFE SE HLA A sk, 340 1V W,
W — R bR 7 A9 FOLFOX6 5% XELOX J5 & 1ky7 .
BE M RRIEILER 1,
1.2 F &

A 95 AR 7 T Ak BGER K IfL 2 mLL, B 2 R
VU 2 BRENPLEER , K 41l DNA HEBGR ) £ H2 5
DNA K PCR- 7 ik L R P31, 5190
1% 2% B Em5]4:5-TGAAGGAGAAGGTGT
CTGCGGGA -3, JZ [ 5] ¥ .5 ~-AGGACGGTGCG
GTGAGAGTG -3, J Ia | J¥ 51 ¥ .5 -AGGACGG
TGCGGTGAGAGTG-3, NLEMARL 25 ul, &514
(10 mmol/L) 4% 1.0 pL 4 x ANTP (4% 2. 5 mmol/L)

&1 81BIEHEGEEEERFHE

Table 1 Characteristics of 81 patients with colorectal

cancer [(n(%)]

Ttem Patient number
Age

<50 25(30.9)

=50 56(69.1)
Gender

Male 44(54.3)

Female 37(45.7)
Primary tumor site

Colon 45(55.6)

Rectum 36(44.4)
Pathologic differentiation degree

High differentiated adenocarcinoma 3(3.7)
Moderate differentiated adenocarcinoma 45(55.6)

Poorly differentiated adenocarcinoma 33(40.7)
Metastasis sites

Liver 14(17.3)

Lung 12(14.8)

Multiple metastasis: liver, lung, 45(55.6)

Peritoneum, pelvic, etc.

Other sites: bone, lymphonodus, etc. 10(12.3)
Regimen

FOLFOX6 60(74.1)

XELOX 21(25.9)

2.5 wL.Taq i 1U, JEPKZH DNA ¥ ¥ 0.5 pl. 10 x
Buffer(#5 MgCl,) 2.5 wL, SR 251K 94 CHiAs: 2
min; 94 °C 305,62 °C 305,72 °C 30 s, 3£ 35 NMEIF,
72 CHEAH 7 min, DNA 577K FH R a7 51k
1.3 ZitEH*

K H SPSS 16.0 GEit- A1 7oA, B 43 A
1 ¢ 43 ¥ K H Hardy —Weinberg 5t 1% - fif 72 32 46
5 s AR HE PR AU 7 5 Tt e A A7 B 1] (PFS ) 2R
Kaplan—Meier 3538170871, IFE4T log—rank K555 ;
COX Fb M5 JXURS AR TEA; £ Ao PR 32 64k 7 i 28 5
HEFE A A7 B IR] R 2, 3B A X RUBSS LE (relative
ration, RR) & 95% 1l {5 X [8] (95% confidence
interval ,95%CI), LA P < 0.05 ZWHA G H2FE X,

2 % X

2.1 EREBRER=ELERIE
MTHFR677 % A & 45 &y .CcC K A A5
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54.3% (44 ), CT JEH R 41.99% (34 ), TT
ALY 3.79% (3 1)), MTHFR1298 3L [K UG Ry
AA FE AL & 62.9% (51 6]) , AC FEPH ALY 34.5%
(28 9]y, CC LAY 5 2.45% (2 ) 8 ok iy it — 7
ARG 56 & 30 81 91145 B e H % b MTHFR
6771298 LK B p M KA it ¥ 2 5%, WG
Hardy—Weinberg 5t f&- - KiAE, RUIADIFEAH
W A AR (R 2),

%2 MTHFR £E #4576 K& W8 - R A% a6
Table 2 The genotype distributions of MTHFR and their
Hardy-Weinberg Equilibrium test

Hardy—Weinberg Equilibrium

Genotype Observed Expected

X P

Co77T rs1801133 1.34 0.25
CC 44 46
CT 34 30
TT 3 5

A1298C  rs1801131 0.66 0.42
AA 51 52
AC 28 26
CC 2 3

22 AEAEEBREZERESE PFSHXR

81 IV IS B s i 3 2 FARFIR 5 1
VRS 5-FU s Bk % (FOLFOX6 1§
XELOX 77 %) 1d7 , A7 e bl 7 6 2 JC ik | A= A
), W BE ] R 14 S H (5~ 20 A), 6k
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Table 3 The relationship between C677T,A1298C

genotype and PFS of colorectal cancer patients

Genotype  Patient number Mean PFS(m) TLog-rank P
Co677T

CcC 44 11.4 3.996  0.046
CT/TT 37 13.8

A1298C
AA 51 13.2 2.328  0.127
AC/CC 30 11.7

1.24
(P=0.046)
1.0
C677T genotype
81 o e
:J: 6 + CC-vensared
= - e fan
+ CTTT-censored
41 !
.
.21
L+
0.0

2 4 6 8 10 12 14 16 18 20
t { months
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Fig 1 PFS of Colorectal cancer patients with C677T

genotype
1.2
(P=0.127)
1.0
A1298C genctype
8 B oaCiC
_": AC/CC-gensored
fﬁ .6 Al
- * aa-consored
4
2
-+
0.0

2 4 & 8 1012 14 16 18 20

it / munths

2 LEBESRE A1298C EFE PFS phk
Fig.2 PFS of Colorectal cancer patients with A1298C
genotype
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Table 4 Correlation between various factors and

prognosis of colorectal cancer patients after chemotherapy

COX regression

Factor

Wald  RR 95%ClI P

Genotype of C677T 3.743  0.551 0.301-1.008 0.053
Genotype of A1298C 1.584 1.449 0.813-2.583 0.208
Age 0.055 0.923 0.470-1.812 0.815
Gender 0.101  0.910 0.510-1.626 0.750
Primary tumor site 0.185 1.136 0.635-2.032 0.667
pathologic differentiation degree 1.947 1.491 0.851-2.611 0.163
Regimen 0.053 0.930 0.501-1.726 0.818
EMRERTT . BUDHIBHIR A R e 2R 25 M 41

LAY FOLFOX J5 8% XELOX J7 & J2 b i 301 45
W IR IT BB E T R, R4 B e e ) — 43R
T LT N VS S /1 L IR L i S U TN
FOLFOX Il XELOX 5 & 7€ 45 B 9 1 Bt I8 1
PEEAT SRS, fE LR RN ke £ EAE
FE ) SR DR W WE 24 247 ) (107 255 R 22 PR g 1 3%
AHOG, HoA MTHFR X 95U0R M8 WE e g 2540 (1) 3
PRI, I HEmE B E N H5E, MTHFR
WS S—FU 20 MR 0 4 Bl R X6 24 %4
FEHERENA 5,10 P H DU SRR 5-FU S5 MR
GG (TS) B —HE SN E R BIA
MTHFR A 0] 33 f 44k 5,107 FF 3 pO &0 2 (5,
10-MTHF) , i HALAS Sy 5 IEPO A2, DAk 5,
10-MTHF #y&&7, C677T Fl A1298C J& MTHFR
FAUHE P FEOC SRR R 22 8, X I Rp
A5 53 3 BEAIR MTHER 36 14 B 38 4 e el 5,10
P L DU R PR ) i, R SRR M E 2R 25 ) 1Y
PR ST,

H I ¢ T MTHFR 5 [H 2 2850 45 B i
Gy R T R R 22 o1 {H & MTHFR R £
AR E R B e 1S 7 A s L O
H i TTmInasie ., sEingl 2 nt oy & 2 &
FRUIR W E Ty ZE T B AR YT 1 B e SR 5K, MTHFR677T
{75 CC AU BB R RN 70.3%, 3F & T
T/T 5l C/T & [H A B H 1Y 46.6% (P = 0.012),
K E2EHNFHIFINH 52 FOFLOX4 J5 %
BT 45 i B3 MTHFRC677T TT 3P A1
BRF/NT CC/CT JER AL, ARIKB Gt %2
5o RV Y RYIFSE & B MTHFR A1298C #5747

AC B PR AU 8 i B8 5 AT IS AL AR A7 I [A) Sy
475 H, WRALT AA BRI CcC Y (27.6 H,22.9
A, BA bR E 25 i MTHFRC677T i/ 45 %
SPERTUS JCAHC . Blank S5 0F58 & B, MTHFR
A1298C AC FE PR YR A7 B i Bh Ak Y7 19 B I 0 AN
R UG 2 BRI A R TC ¢ T C677T fif
SRR RNTUS TOAH e, A s e BIPER 2
Zhu 25 USRI Ulrich 28 U7 8F 58 WA 5 MTHFR
C677T F1 A1298C 3% PR ™7 s o PR AU TN 45 E g o
e R E W P

A W, H AT T MTHFR 55 22 285 v [R5 g i
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