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ABSTRACT Objective: To analyze the effect of polyene phosphatidyl choline on the serum nterleukin-17 (IL-17), tumor necrosis
factor-a (TNF-a), transforming growth factor beta-g (TGF-B) of patients with intrahepatic cholestasis during pregnancy. Methods: 102
cases of patients with intrahepatic cholestasis during pregnancy from June 2014 to June 2016 were selected and divided into control
group and observation group according to the draw method with 51 cases in each group. The control group was treated by routine treat-
ment, while the observation group was treated by polyene phosphatidyl choline based on the control group. The serum IL-17, TNF-q,
TGF-B, vascular endothelial growth factor (VEGF) and total bile acid (associates), direct bilirubin (DBiL), total bilirubin (TBiL), straw
transfer ammonia enzyme (AST), alanine aminotransferase (ALT) levels, pruritus score, efficient and pregnancy outcome were compared
between two groups. Results: The serum IL-17, TNF-a, TGF-B, VEGF, TBA, DBIL, TBiL, AST, ALT levels and pruritus score of obser-
vation group were significantly lower than those the control group, the effective rate was higher than that of the control group, the adverse
pregnancy outcome rate was lower than that of the control group(P<0.05). Conclusion: Polyene phosphatidyl choline could effectively en-
hance the efficacy of intrahepatic cholestasis during pregnancy, decrease the serum IL-17, TNF-a, TGF-B levels and improve the preg-
nancy outcome.

Key words: Intrahepatic cholestasis disease during pregnancy; Polyene phosphatidyl choline; Interleukin-17; Tumor necrosis fac-
tor-ai; Transforming growth factor-B; Curative effect

Chinese Library Classification(CLC):R714.25 Document code: A

Article ID: 1673-6273(2017)17-3339-04

S5, F R, W RIS /s S AR 7 T eSS AL ORIVITF P AR TR
iE B S O, LT AT 3R -17(IL-17) M IR SE I T -«

SEURIYITE AL AR TS BRI 2 R O30T T £y — bR B PR I (TNF-o) Je A A= K R 7 -B(TGE-B) 2 S i 8 3 (R 7, I A 4L
TR BT B2 RS B T SRR AR X TR M L A S N SRR ARV BRAE 1 JCAR AT, B 25410
BUIN AB R A F LR U SRR L R ST ERRAEHE LG YNA T RIS A B, TR A E 200

YN

]

i}

* RS - OIS AR TRHIT R0 H (130212)
VEF R ALLESE (1981-), 2 A0, Bl AR B0, AFFE 5 18] - 78, Ui - 13730718702
(IS B 1:2016-12-06 1732 H #1:2016-12-29)



- 3340 -

PREYES#HE www.shengwuyixue.com Progressin Modern Biomedicine Vol17 NO.17 JUN.2017

WEIREEAAE T AT B3 P HE T RE A s , RIS RLATUREY
ARG RS, PRI, AR BIF S st A R ST P R - SR R 1
LA NG BENETRIG Y X ML A AL T8 B (R i ST S8R T 43
HranF,

1 FR5 % ik

1.1 —fg &

PEFRFRBE 2014 4 6 F ~2016 4 6 A IiG Y 102 FilE RN
I PIRR IR FRGAE £ 3, AGEAmifE -0 BRI, SkIEDT , R0 1H 50 B
HIARIEZAIRYT ;0 ZERTTE2S MR & 50 o HABLTIR
GIIE . HEBRARAE: 0 O JFEE R TR A A 0 MBI
0 XARMR YIS EE . AR CEE RIS KEE R
4, HLl it BE B 3 Zs 51 24, B ik LAor i o %o IR 47
% 23~33 %, VI (27.58+ 1.56) % ; Z4JF 28~36 &, ¥y
(32.41% L16)JERIEREE A 37 B, A 14 IR R
S 24~31 %, 1 (26.73+ 1.65) % ; Z2 7] 27~36 J& , F 1
(31.85% 1.23)JF]; FRIEREEE A 34 B, A 17 (T g3k
Lpert b2z RS 2EE L (P>0.05), A LR,

SWIFRIE : A 0R P G L R R e bR, L LA DU i
R 35 M SAETT R (TBA)KFAE 10 wmol /L L |5 45 B
R MH(AST) A N E B (ALT) i T 1 (H 5 )RR B2 IR
K AEAFE R T B ME—I5
1.2 BT H*

W AR S Y RMARIR S, VAT RT 3 RIAR 0.75 mg HhZEKHA
(0.75 mg/ J), MR R, WIRIBC & s B i A b  Re 55
WA RISERYT , WER T LR A XHRATHE G W 1g
JEEZR(500 mg/ 32) 5 250 mL 5% 2 B 47V A% BE(250 mL;
25¢), TLABA IR, B R 1 Ok 250 mg R824 0 R
(50 mg/ ), FEAA 1 k. B 3L T3 RN 2 4 B AR ik
JRGEIAETT % 15 mL 245 B RRBEARGE S 500 mL 5% 45 1 3 5

WHRE, T LLBE TR, AR 1 IR PIEYI4 48R 10 KHZ,
EW SRR DM FE R AR A kAR LEE KR ETh
e B FW0R oK i A J N IR T SRS S .
1.3 MZ2I5HR
1.3.1 $84RIM R BFIRIT I BOIRYT 45 AR S JE 8 ik i
2 mL ATHFEDUEEE H OB M A . (0 R S v i)
IL-17, i F A2 BE e A I TNF-o, {57 00 S H 88 1 4
TGF-B., fd F B Ab22 & 6 46 0 1 3 7N 2 A K R 7 (VEGF)
TBA, BH M4 Z(DBIL), & H4T # (TBIL) AST ALT fifi i 4>
A s AR BT I
132 BREREFME S BHCSTRIPAL B EIRTT R KIRTT
SOREPEERRE, BN 4 4,0 SRANTCREE ;1 R ER
RAE 52 3 R WM IaEE 5 3 4 327 (R T M e LA e AR U
Bl 4 D FNFREER R, H BRI SR
133 JF30iPE VAR RREIRIE G, 3 TBA £ 10 mmoL
PR 5 AL S BRAE IR FEART 2%, TBA #£ 10 mmoL L I+, {HBEAIL
T 2/3; WG . RRPEREIR B 25 B TBA FRARAER ¥ 7E
1/2~2/3  Josl  BEFEREIR A UL IR B 435 , TBA AR o3 L7+,
AR+ AL+ R = AL
14 GEitE a0

BE$E SPSS18.0 fTHUE S, IS AR (xt s)Fnit
S GORL, 2] R HT ¢ A, FH ()% ) Fs T HEPERE, ] X K e
h#, L P<0.05 2250 Gt 5 X

2 H#R

2.1 FWARFRTAIRME IL-17, TNF-o, TGF-B 7K F L

VRYTHT, PIALILTY IL-17  TNF-o [ TGF-B 7K b3 22 5+ 70
GiitaE L (P>0.05); 3/ Y7 5 , P 4L M ¥ IL-17 .TNF-o . TGF-8
IR HSEIT R RS, SR L E IR AR BAK T X R
W, 250 G T2EE L (P<0.05), L& 1,

* 1 WABREBFHIEME IL-17, TNF-o, TGF-B 7K EELE (Xt 5)
Table 1 Comparison of the serum IL-17, TNF-o. and TGF-B levels between the two groups before and after the treatment (xt s)

Items Time

Control group(n=51) Observation group (n=51)

Before treatment
IL-17(ng/L)
After treatment

Before treatment
TNF-a(ng/L)
After treatment

Before treatment
TGF-B(ng/L)
After treatment

5.71+ 0.81 5.67+ 0.84
3.44+ 0.49° 2.11% 0.30®
28.63% 4.09 27.80% 3.97
20.46+ 2.92° 13.42+ 1.91*
2.93+ 041 2.96+ 0.44
3.87+ 0.55° 5.79+ 0.82*

Note: Compared with control group ‘P<0.05; Compared with before treatment °P<0.05.
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Table 2 Comparison of the serum VEGF and TBA levels between the two groups before and after the treatment (xt s)

Items Time Control group(n=51) Observation group (n=51)
Before treatment 102.50+ 14.64 104.96% 15.20
VEGF(ng/L)
After treatment 71.48% 10.21° 51.30% 7.32®
Before treatment 65.75+ 9.67 67.46x 10.93
TBA(mmol/L)
After treatment 12.30% 1.74° 9.11% 1.25®

Note: Compared with control group *P<0.05; Compared with before treatment *P<0.05.

% 3 WARFGFTAIEMTE DBIL. TBIL,AST ALT /K FEL & (xt s)
Table 3 Comparison of the serum DBiL, TBiL, AST and ALT levels between the two groups before and after the treatment (xt s)

Items Time Control group(n=51) Observation group (n=51)
Before treatment 17.60+ 2.51 16.83+ 2.40
DBiL(pmol/L)
After treatment 9.12+ 1.30° 470 0.67*
Before treatment 39.40% 5.62 37.52+ 5.36
TBiL(umol/L)
After treatment 27.51+ 3.93° 17.60+ 2.51®
Before treatment 167.98+ 23.99 16537+ 22.82
AST(U/L)
After treatment 82.43+ 11.77° 5426 7.75®
Before treatment 242.65% 34.66 24470+ 33.95
ALT(U/L)

After treatment

105.69+ 15.09° 95.43+ 13.63*

Note: Compared with control group ‘P<0.05; Compared with before treatment *P<0.05.

* 4 BAREBTHEEETN LR 9)

Table 4 Comparison of the pruritus score between the two groups before and after the treatment (xt s)

Items Time

Control group(n=51) Observation group (n=51)

Before treatment

Pruritus score(points)
After treatment

3.45+ 0.49 3.38+ 0.53

2.52+ 0.36° 1.32+ 0.18*

Note: Compared with control group ‘P<0.05; Compared with before treatment °P<0.05.
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Table 5 Comparison of the clinical effect between two groups [n(%)]

Observation group

Items Control group (n=51) (=51
Cure 17(33.3%) 29(56.9%)
Markedly 10(19.6%) 14(27.5%)

Better 12(23.5%) 5(9.8%)

invalid 12(23.5%) 3(5.9%)

Effective rate 39(76.5%) 48(94.1%)"

Note: Compared with control group *P<0.05.
3 i
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RS SRR EZACHE RN T A A53R T A S, A SR
VB —Fl K M RE R, T I P2 3 22 o i PR AP 4, vl &

P T X B, 22 A GE 2 R L(P<0.05), L 6.
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Table 6 Comparison of the adverse pregnancy outcome between two

groups [n(%)]

Observation group

Items Control group (n=51
group (n=51) (n=51)
Amniotic fluid
. 8(15.7%) 3(5.9%)"
pollution
Fetal distress 9(17.6%) 2(3.9%)"

22(43.1%)
17(33.3%)
20(39.2%)

Cesarean section 12(23.5%)*

Premature delivery 6 (11.8%)*

Neonatal asphyxia 8(15.7%)*

Note: Compared with control group, ‘P<0.05.
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