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Correlation of neutrophil-to-lymphocyte ratio, platelet-to-lymphocyte ratio and D-
dimer with remission time of human chorionic gonadotropin in patients with

gestational trophoblastic neoplasia
LAI Li, HU Zhuoying Department of Gynecology, the First Affiliated Hospital of Chongqing Medical University,
Chongqing, 400016, China

[ Abstract | Objective To investigate the correlation of pre-treatment neutrophil-to-lymphocyte ratio
(NLR), platelet-to-lymphocyte ratio (PLR) , D-dimer level and other clinical factors with the time to serum
human chorionic gonadotropin (hCG) remission in patients with gestational trophoblastic neoplasia ( GTN).
Methods A total of 97 patients (mean age : 34 years) with GTN admitted to our hospital from February 2011
to December 2020 were enrolled and their clinical data were retrospectively analyzed. Univariate and
multivariate analyses were performed to investigate the correlation between hCG remission time with factors
such as age, antecedent pregnancy, interval time from previous pregnancy, tumor stage, FIGO score,
chemotherapy regimen, serum hCG level, NLR, PLR and D-dimer before treatment. Results Among the
included patients, the median time to hCG remission was 64 d. The antecedent pregnancy, interval time from
previous pregnancy, FIGO score, chemotherapy regimen, pre-treatment hCG level, NLR, PLR and D-dimer
were all proved to be correlated with hCG remission time ( P<0.05). Multivariate analysis confirmed that
high-risk FIGO score (HR=12.368), extremely high-risk FIGO score ( HR=4.205), hCG level =10 000 IU/L
(HR=2.582), NLR=2.29 (HR=1.675), chemotherapy with EMA-CO regimen ( HR = 6. 183) and
changing MTX regimen to EMA-CO regimen ( HR=4.472) were independent risk factors for extended time to
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hCG remission. Subgroup analysis on the patients with initial EMA-CO regimen revealed that high-risk FIGO
score (HR="7.759), extremely high-risk FIGO score ( HR =3. 633), pre-treatment hCG = 10 000 1U/L
(HR=2.535) and NLR=2.29 (HR=2.29) were also the independent risk factors for extended hCG
remission time in this group. Conclusion NLR is related to the remission time for hCG in GTN patients. The

higher pre-treatment hCG is, the longer hCG remission time.
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E AUk X e D B V5 A AR T B S AR
BUHRIHEAT A BrIR ABIE 5T 1 (6] B, 25 1 DR A B A 1 i
PHHETEREZ W IR S W FE 0 IR, (R I =% R S T
LU R R A 22 0 T TR 3R, RS M b A T A8 A T 2
AR EE 7R R —1 HAr o

VER—Fh 4 REFR BR , NLR T8 22 Y v ok 48 it AH
Xof i 2 1T 94K 2L 4 R X6 Dk 2, R SR ) W R T B
AR TR & R R A R S R BT AL B i R
Rk he! . ARHBESE L NLR i 5k 2. 29 424
i, ot B TE 3 A eSS T NLR 252 GTN A8 2% 1l
hCG % BB 1] () 37 e 6 P 2R R, NLR = 2. 29 3%
¢ NLR < 2. 29 % - ¥ hCG # B i) i) 4 K 17 d.
SECKIN 45" 63 {9191 L KWk BT 9 7 42 B NLR
Xof e B SR e e T 0 1 e £ Nl B Ry 2. 47 ; GUZEL
SETYE GTN 5 R 4 0 0 5% 40 M 53 0 1 3 22 I LE
ORI E NLR B S T Ia & [ (6.43+4.31) wvs
(3.38+1.92),P<0.05 ], s 20 Ml 76 A [F] 2R 55 vp
FEAEDNRRI AR 10T Pk g v v 4 i
RECALHG A% B2 vh MR 4 i (low density neutrophil ,
LDNs) . & 28 B A 14 ki 48 i ( high density neutrophil ,
HDNs) | Jir 983 AH 3¢ /) w0 P 62 20 i ( tumor-associated
neutrophils , TANs ) & 22 25 4% th Pt 248 i 5 8 25 17 A2 1)
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10451 28 it ( polymorphonucear myeloid derived suppressor
cells, PMN-MDSCs) , H. {21 HDNs N1 3 &I TANs H
200 B A, 0 o b JRE & € T LDNs (N2 & I TANs
S PMN-MDSCs B A7 2% Mg 68 11, 4 F I & i i
G RT I, H AL 20 i EL AT T e A0 25 B g 9 0L R
HAUM R RIS B e fih My 2E & Rl S [a] 2 1 5t
iR 240 L 3 ek 7 2 22 bk A TR 1 S5 0 SR LA IR S
o ORI AR FHAL A 7 A SRE A BT B )b PR 4
JRLSNBE B FH 52 A S 20 O AL H R SR b 2 3R
SRR AE T 52 A -1(PD-1) B RCHA (PD-L1) #1
T HMIAY S BESE . PD-L1 7EAL 35 A /)N 40 i i i L 45
F A SR (0 F R A 2 R SR R R A
Tk ENEIRIGHLA W LB T PD-L1 [)5R 215K,
HAE FAE TR IRIG 56 32 BRI S0 2 R G0 25 K, AT
EFFUE IR BEFERW], GTN w5 1A% 57 40 M e 32 0%
PD-L1, 11y (8] F% 40 i g AN ik, B — FHAFEA
7 P9 306 SR ML A S s R 19 R A2, X P R 5 R 2R PR A
i S 80055 8] R385 200 e e AN ) A P R A
KM X PD-1/PDL-1 il S 52 400 ) 500 £ 6 P BE 45
R AE PR S, TR YT I E], NLR rp B2 R Y
BE A A T NLR (9 525 F Rl n 5 2 A%
B,
3 LU B, W4 EMA-CO & Y7 & MTX fiif 2
H AR MTX ALY7 HUSE hCG % [ B[] B 2 4E
Z 2T R I hCG e [ I [ 1) 52 0 51 3 245 W) A B B
B, T B 1 Y AR R ST 2 T DL, T 2
IR 2 = TS VP43 e 7% 1 IR i kb 1A B A
R R 2 B S IR 77 K, A 1A e 240 i
ARTH T 2N ], I TR hCG FE B R 1]
AR R I 2 AL T R BEIR A, X 5 M 4
JRURETSCEH SR -5 JRAE B L 453 3 I 76 PN B 4 L e
T AL AR S-S B A BE I 2TV 2R G B A %, /)
MRS o PR AR DA 40 1t A8 A B DR iR 4 i
A FATUARST 968 G g2 At 228 fir s 200 e 285 o B A 7 v e
SRS D-TR RS IR AR 4 AR (R L
WM D-Z R A R YU SRR T
60% 1) i S8 A A AE D-ZRIK T . (HAEA
WFFE AL 8. 2% 1 (84 1L/ MRCR T2 %518, D-— R 1K
ThE A 36. 0% , e i T SCHkHoE %l , H 2 R
IR KM E 5 hCG B2 B (8] Z (A A7 AEAH M, 31X
A RE S AN TE N ANEEL D BB AR /N K o 7]
IR A I S NLR 5 [ o0 S A7 A AR G, 3 5 i
FER IR RAE S e BEIR AL I8 B B8 B 2518 A4
AIRESE N GTN SRS S A B, JE S ik il e 57 HE &
e PR DR JE Y, MAGNUS 48 % BLBE I
58 BT TR SRAE B UL, el A B S8 HE I X T &

RGNS R P HF S I ()55 A SR b 9 2 7Y, ey
P 25 TR A, A BT T 198 R T A B8 R s %
i IeA 1 A e ke o O S 2 A T

AHIF 545 B R AT PR 1k A st i) =7 A~ H 2 4
i hCG B IR R4 B R 0 4518, 1X 5 2500k S
WA o AT B R B, a8 A\ 191 B i T A R 4
1EREF R =7 A4~ H 35 25 3% EMA-CO 7 24697, H
IR 2, Wi BT, X EMA-CO 7 41 #E47 48 56 1
A3MT i A 2 B A U PR R B TE] 5 hCG 4% B s
) Z [ A AE AR M, 3R] g2 B TR T Jr S B — 1k
SR mZE , NN — IR ZE TG KA R T2
OWFFE , AR FRRTT 7 ZEm il

J¥9E 43 15 hCG % B ] Z ) ok & BAH G, 5
ABERTHI DT 45 B — 5 AT R 5 AT ST A B
98% 351 R MG B 41 56 . AR FH 8, 15 KO
SR ILBAEE | IR GTN JUHE S 2
WIS, BB kAR 02 kA% R 1E FIGO Filjg
WA RGN AT A, HR 7 2 1A 80 AT X il %
R IR 3 X A ST 45 R — 2, ML R I A
JER GTN BF HlG B Z R £, LIRS T Mg A 45
JPAPE B E T — 2P 58 M CT Liph Bz W, 1fi CT
TE X BB MRS (AR <] em) 5 H 2 X i R
AHEE , FEASFEMIEYT 25 5% , AN R 5% i 43 3 L pF 4 K ik
77 SR 1 1 35 a8 A 5T R I S CT
AR TRATT LB 90% LA I B35 ili R i B8kt B 22 & H I
KARFI<1 em, fy o] #8000 A e Az M i JER Y R W G
Ao B4 5 4 O RE W TR/ NIl 97 7% AL X GTN J 35 il s
ST e AR

A5 Ay [BEE RIS, AR 1) Ry B — ol R AR
D T RE T EES R e, ELTCHERR 0 R e X
BE R 5422 NLR 76 GTN Tl 5 YA i B A3 ek o
(B Bl 75 2R A | 22 v AT 55 450008 >R 56 UE 2%
ST SN P — A FE AR BT I a0 AT E M Y
WF9E, P KB E R R NLR PLR 2 D- %k 5 GTN

BE R R Z [ R, i — B IR RAEAE
GTN Ha] BRI FIBLH -

L5 L RTR ARSI E o 43 Fr PLR ONLR | D- Rk
KGR ZE S GTN 35 1 hCG BRI LR, B
TEBRTFATRERZ M GTN BE HlS M &, 45 R 2R &
FIGO P¥43 J6J7 T hCG &/KF- JAYTHT NLR Fh J i
M Z 2467 J& GTN B3 Il hCG %% B B[] 2 4 11 41 37
G R 2, 70 W o S5 358 P S IE 9 AE 8 B NLR (1
W E, AR R —T005 8 | SE T HLZ8 55 19 SE 56 22 #5 4, NLR
Xt R TAE T BEHLA B 2R M.
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