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LR Yra B LA, FiE RARERESFEmE HTRS/Svneo A AR 3 % ,12 5% & LV-HMGBI % # #
#A8F Ak HMGB1 % HTRS/Svneo 2 LAk, 1% 9w F LV-NC 3 £ A MM B, KA £ % kT E PCR
(qPCR) #2 & & J ¥7 it 3% (Western blot) # M 45 % & HMGB1 %3k K -F, # HTRS/Svneo &85 A £ % 2 4
(NG) 28, & #5 (HG) 4 ,sh-NC 28, sh-HMGB1 40,NG 288 5.5 mmol/L # & #E3&, £ 4 3 48 30 mmol/L
FEHEIEHR, £ A CCK-8 % . Annexin V-FITC/PI & # ik  Transwell s ¥ % 4 A # M & 28 HTR8/Svneo 48 2
MIEIEEMN AT R RSB AR KA B SRR X 3 (ELISA) # 0] & 20 HTRS/Svneo @ i3z 7k £ iF
BP A IE IR e B F-a (TNF-o) f7 & %8 4~ -6 (IL-6) K F, Western blot # M| & 22 HTRS8/Svneo m &L P
HMGB1 F #4535 i@ % Toll # %4 4(TLR4) /4 B F-«B(NF-«xB) P8 % & & Lk RF, L 30 RERAHR
3 F AL A R GDM 28  HMGB1 47 4] 7 # #F 8 (GA) 48,441 10 R,GDM 44 GA 44k % 1 R
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X, KA S e ELISA s 7 221 3 R 2 M 45 (FBG) . & MM & & (FINS) , 5+ 3k B & 34t 38 % (HO-
MA-IR) ., 44k % 20 R L B4R & A HREHFB AR E, R MR TAS L . #2B%E LV-NC #
HTRS8/Svneo @ i, 3 3 3% HMGB1 #4912 5% & LV-HMGBI # HTRS8/Svneo 8t ¥ HMGB1 mRNA Z & &
(3 FTAP<0.05, 5 NG 4%, HG 22 HTRS/Svneo 48 i3 75 & ¢ F B (P <{0.05), A T £ 3 (P <
0.05),iF B % B 54224 B W Y (P<<0.05), L&+ TNF-o,1L-6 K -F 4 & (P<0.05), @ e+ HMGBI,
TLR4 .NF-«B p65.B #k & 4 it 9% -2 (Bel-2) 48 % X & & (Bax) | 5L % 49 F bt X & B5-3 (cleaved Caspase-3) & & &
% i (P<C0.05),Bcl-2 & @ %k FiAP<0.05), 5 sh-NC 28t 4%, sh- HMGBI 28 HTRS/Svneo %8 it 3 74 7% h
F & (P<C0.05), A= &R Y (P<<0.05), B4 B 542 £ 5 B 3 4 (P<<0.05), L& & ¥ TNF-o,1L-6 K -F &A%
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B RARE 3 m(P<0.05), & FAF 408, (P<<0.05) ;5 GDM Z8 k45, GA 4% & FBG.FINS Z HOMA-IR K&
(P<<0.05),#& M £+ Z(P<0.05), 5 AR E i, (P<0.05), & FAF 438 (P<0.05), &t sk HMGBL 7T
K& & ¥ 309 HTRS/Svneo 48 JL 4545 , 24 ) 7] 1 3£ 82 46 45 25 8 GDM & R R, B4R 4 A
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Effect of HMGBI1 on trophoblast cell injury and pregnancy outcomes during gestational diabetes”
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Abstract: Objective  To investigate the effect and mechanism of high mobility group protein Bl
(HMGBI1) on trophoblast cell injury and pregnancy outcome in rats with gestational diabetes mellitus
(GDM). Methods Human chorionic trophoblast cell line HTR8/Svneo was used as the research object. The
HTRS8/Svneo cell line stably knocked down HMGBI1 was constructed by lentivirus LV-HMGBI transfection,
and lentivirus LV-NC transfection was used as negative control. The expression of HMGBI1 was detected by
quantitative real-time PCR (qPCR) and Western blot. HTR8/Svneo cells were divided into normal glucose
(NG) group,high glucose (HG) group,sh-NC group and sh-HMGBI group. NG group was cultured with 5.5
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mmol/L glucose,and the other three groups were cultured with 30 mmol/L glucose. The proliferation,apopto-
sis, migration and invasion of HTR8/Svneo cells were detected by CCK-8 assay, Annexin V-FITC/PI double
staining and Transwell chamber assay,respectively. The levels of tumor necrosis factor-a (TNF-a) and inter-
leukin-6 (IL-6) in the culture supernatant of HTRS8/Svneo cells were detected by enzyme-linked immunosor-
bent assay (ELISA). Western blot was used to detect the expression of Toll-like receptor 4 (TLR4) /nuclear
factor-kB (NF-kB) in HTRS8/Svneo cells. Thirty pregnant rats were randomly divided into control group,
GDM group and HMGBI inhibitor glycyrrhizic acid (GA) group.with 10 rats in each group. In the GDM and
GA groups,streptozotocin 50 mg/kg was injected intraperitoneally on the first day of pregnancy.and in the
GA group,10 mg/kg GA was given by gavage on the 10th day of pregnancy,once a day for 9 consecutive days.
On the 19th day of pregnancy,fasting blood glucose (FBG) and fasting insulin (FINS) were measured by glu-
cometer and ELISA. Homeostasis model assessment of insulin resistance (HOMA-IR) was calculated. On the
20th day of pregnancy,the pregnancy outcome was observed and the body weight of each litter was weighed.
Results Compared with HTR8/Svneo cells without transfection and HTR8/Svneo cells transfected with
lentivirus LV-NC, the expression of HMGB1 mRNA and protein were significantly down-regulated in HTRS8/
Svneo cells transfected with lentivirus LV-HMGB1 (P <{0. 05). Compared with NG group, the proliferation
activity of HTR8/Svneo cells were decreased (P <C0. 05), the apoptosis rate was increased (P <C0. 05), the
number of migration and invasion was decreased (P<C0. 05) ,and the levels of TNF-a and IL.-6 in the superna-
tant were increased in HG group (P<C0. 05),the expression of HMGB1, TLR4,NF-kB p65,B-cell lymphoma-
2 (Bcl-2) associated X protein (Bax) and cleaved Caspase-3 protein were up-regulated (P<C0. 05) ,and the ex-
pression of Bcl-2 protein was down-regulated in the cells (P <C0. 05). Compared with the sh-NC group., the
proliferation activity of HTR8/Svneo cells in the sh-HMGBI group was significantly increased (P <C0. 05) ,the
apoptosis rate was decreased (P<C0. 05),the number of migration and invasion were increased (P < 0. 05),
and the levels of TNF-a and IL-6 in the supernatant were decreased (P<C0. 05). The expressions of HMGBI,
TLR4,NF-kB p65.Bax and cleaved Caspase-3 proteins in the cells were down-regulated (P <C0. 05),and the
expression of Bel-2 protein was up-regulated (P<Z0. 05). Compared with the control group,the levels of FBG,
FINS and HOMA-IR in the GDM group were increased (P <C0. 05), the live birth rate was decreased (P <<
0. 05) ,the fetal weight was increased (P<C0. 05) ,and the litter size was decreased (P<C0. 05). Compared with
the GDM group,the FBG, FINS and HOMA-IR of the pregnant rats in the GA group were decreased (P <
0. 05) ,the live birth rate was increased (P<C0. 05),the fetal weight was decreased (P <C0. 05),and the litter
size was increased (P <C0. 05). Conclusion Knockdown of HMGBI can improve the damage of HTR8/Svneo
cells induced by high glucose,and its inhibitor glycyrrhizic acid can alleviate the symptoms of GDM pregnant
mice and improve the pregnancy outcome.
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1.1 SEEshY) A 60 JERRE SD KR, ffE 40 1
WEMEFN 20 HBEPE KT 180~220 g, g [ 7 88 BE ALK
WY b, A REUE FRE 22~25 °C UM
XHEBE 50% ~60% .12 h R /12 h BE: 5§ sh ¥
GIE 7 I i S P S| B S VA o 1 1 N 3 DR N
I T 2 (N N RO A | | G A=
SYDW2023072012),

1.2 {UERSEF A ERZFR)Z A HTRS/Sv-
neo W4 [ BB % H B A |, @k HMGBL 1918
Wi iE LV-HMGB1 K B X 12 9 8 LV-NC i g
DU AE MR S A S5 4035 , RPMIT 1640 K535 L0
BT ARAI DR AR BG4 s f 8 R4 R
XA F WL R AL A DR ) RS & R W A L
Bei AR ) TRE N 7], Trizol Wy H _F 38 = RAEY A
28], cDNA A B F & SYBR Green [ 357 &1
WA TCBE ZE s R R AL RIPA I H IR =
SEL A BRA R, BCA 8 A e 2R 5 & H 2 D0E
B AW RN AL PR GAPDH, HMGBL1 , Toll #
ZAK 4(TLR4) \#% [ T-kB(NF-kB) p65.B #k I 41 i
-2 M15& X B M (Bax) B ik EL 40 -2 (Bel-2) | 24 fig
Y2 Bt R A -3 (cleaved Caspase-3) 28 H 3 [E Ab-
cam /A #) , ECL #3057 £ . CCK-8 {5 & . Matrigel
Jd ¥4 ) [ VTP VT W 4 AR K R 2 Al Annexin V-
FITC/PI XU & W [ VT 5 ol & A o H AR A R A
CIRE T e 4 RPN N o A e kS s /NI I E 7 N AP
F-a(TNF-) . 40 LA 2 (11)-6 F il 56 F0 28 W% B 3l
55 (CELISA) I 22 32 57 &5 W [ BRIk e A= oy b 4
AL HMGB1 il 57 H 5 R (GA L 4 =98 %) I H I
TP RS A R | 25 JE R & R (FINS) B ELISA
e & B/ L3R A W]

1.3 FH

1.3.1 4 5%y % HTRS/Svneo 40155
T RPMI 1640 &4 10 % a4 3 F1 1 00 7 8 2 -5k 5
ZERFI SR, B T 37 °C 5% CO, TH IR 44
HPHEAT AR AR IR . B TR BUE K HTRS/
Svneo 4 ffd , I8 4 20 i 25 B O He BRBE AL 2 X 10° AN H2Fp
T 6 FLAR b, e BB R Ul BB AT R U, R B
HMGBI 18558 LV-HMGB1 K [ %} B8 12 5% 75
W LV-NC 3 BIF e anff iR B 2 A b K5 9% 24 h J”
FEJFBE SR AL & 10 pmol /L RS 55 A0 B 7 3k
YRS b SR TR AR R R Y AN, IR B T
WL 338, R A 55 B 9% % 2 i PCR (qPCR) 2R
H 5 Bl 3 B ( Western blot) # W # 4% J5 40 g &
HMGB1 #ik.

1.3.2 gqPCR HTRS/Svneo i i %% 4 J5 k1T RNA
LU, A Trizol 3 M AL . 2 E AT 422 R BEEDL
TEEL R RNA, AN & H. 7
PCR & " e il & R, ) A5 3] cDNA, i & il
HMGB1 FI 2 5 H B-actin (9519, HMGB1 %8|
¥ 5'-GATCCCAATGCACCCAAGAG-3", T 519

5 -GTGATGGGATTTCCATTGAT-3; B-actin I Jiff
3% 5'-GGAGTCAACGGATTTGGT-3". F 51 ¥
5-GCCACCCGAGTGTAACCAT-3', 4% & i W 45 Iic
&% SYBR Green | e BHEE Y .54 .cDNA 9
SR ZR L TR 5 R A AR B P R R R 95
C A M 3 min, 95 ‘CAE M 20 5,60 CiE & 30 5,72 C
HEAR 20 s, 3 35 DME . LI EE 3 W, MR I
H(Ct {5 . 2 T H HMGB1 3 [HAH X £ 1k K
TR

1.3.3 Western blot 25 (AR 441 4 B 5
1) HTRS/Svneo 40 il &8 11, FH & 88 11 il A0 5 1R iy 110
SR RIPA ¥ AL 38 20 ff . 3 B8 1 BCA ¥
MEREAWE., BEAS LHEZWRIES S,
TTHLPK AT B e I, B DA s PR S, OB 9 1) 5 A
HMGBI1., TLR4, NF-kB p65, Bax., Bcl-2, cleaved
Caspase-3(¥JH# 1 : 1 000) I F .4 Cadk, AR T
AW (HRP) Fric i I T, S AL FE 2 h,
ECL W &I sl 70 Hr 45 85 F 450 K FE{E , L GAP-
DH RS & H 1Y & F AT R IR IKF

1.3.4 4irdl 5408 F HTRS/Svneo 405K
VUL, 43 Ry e (1) IE % 5 2 85 (NGO 4, & 5.5
mmol/L # % RPMI 1640 532 Wi 35 5519 HTRS/
Svneo 40 ; (2) B HECHG) 4 . 5 30 mmol/L %45
BER) RPMI 1640 K #2578 19 HTRS/Svneo 41 Y ;
(3)sh-NC 41, 1% 30 mmol/L 7 %4 ) RPMI 1640
R 9% WK 9% 00 8% e B MR X B LV-NC 18 9% 5 1Y
HTRS/Svneo 40 fifd; (4) sh-HMGB1 4. /i & 30
mmol/L &M RPMI 1640 35 % W 55 57 19 5% YL fl
% HMGBI 12%%5 7 i HTRS/Svneo 4000, 40 i 3% 5%
B R 37 C 5% CO,HIRRTFRA .

1.3.5 CCK-8 ¥ HTRS/Svneo 40 Jifi 5% 3% & My BE
Ja MR 1.3, 4 SRR T AT A A AL B AR 2 B SR 24,
48.72 h, 7ELL b4 B [a] A5, B AL A 10 pL CCK-8, R
ALERREFEATE 1 h, WES )G, BRI
FE £ FLAE 450 nm 3 K AL 0 WO BE AR, DL TT Al 45 4
211 10 P 14 B3 1

1.3.6 Annexin V-FITC/PI W Ys3%: e 1.3.4 43
ZH3%5% 24 h J5H HTRS/Svneo 401, FI A& 2 = Wi
M LR (EDTA) IS 4L . 1 000 r/min #5.0» 5 min,
¥R 19 PBS PR UIUE K 4 i 8 T 100 pL Binding
Buffer 1, A 5 pL. Annexin V-FITC 1 5 pL PI, i
A1, REEEEFE 15 min, iIA 400 gL Binding Buff-
er, 37 BV 3 2 20 B AR I L 43 AT A A A R 7o
1.3.7 Transwell /NEEE RBELE ¥ Matrigel
Jis¢ G 1ML 385 1% 5% 3 4 B 5 ¥ 2048 F Transwell /NERY
FRJRERE L BT 37 °C % [ L TR SL G U Al
W, IEEA4H HTRS/Svneo 40 M, FH TG MM 375 3% 7% 711
s 5 . VA RE AR VR B L8 100 L 41 2 om A -
ZLUNEIMA 600 pL 5 L1 A 15 37 3 4E AL ) L 7
37 C.5%CO, HERIGE AR 24 h, BUB/DE
FLERTIBSIREZNMR, H AN ZREHERE TE
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¥IE.

1.3.8 ELISA W44 HTRS/Svneo 4 i1 55 -
TV AL 2% R e S M DA TR B B AE R,
PR AUl BT AL R B L A 100 pl AR AR B
FRifEdfh .37 CHEE 2 h, FIMA 100 pL [ A5 46 0 BT
.37 CHEE 1 h, PEIR G B AL A B (0, & R E DG
R 30 min, 280k [N . FH A AT E A FLAE 450
nm P AR O A AR AARHE M 207 B T R A A
A H TNF-o Fil 1L-6 /K F-,

1.3.9 hYndl 548 ¥ 40 RS 20 H iR
BRI H X ME AT B8 U, W% B B AR Bl
KT UESE AR IC M IREE 0 K. K 30 HA R
BEAL S A X R 4L .GDM 41 . GA 41. 441 10 H.,GDM
A GA HAEMEIRE 1 R RME I EH 50 mg/ke
HERRIE B Z LIE S GDM BN RS GA 4T
WFURES 10 K4 H T L 10 mg/kg GA B H M % B4
A GDM 417 LASEARRL 0. 9 U S AL S TRE S B 2L 9
d #4717,

1.3.10 ZZRmBEACENE TR 19 X, &4
2 RSO ER K 12 h, 48 R KR i 1t B (S0 2 23
& LB (FBG) A, ELISA 01 22 FINS {, Jf i1 5 ik
12, 2 1P 45 B0 (HOMA-IR) . HOMA-IR = FBG X

FINS/22.5,

1.3.11 R RSBEREENE TLaEERS 20
KX 122 AT S B B A G BT E, B 5
TEAFEL . WS IR B TR S A OO, ) R R A A
WG RGE R &8 A E0E 30 PP E R D RIS R
BT IR R G RE ) = GE IR/ & 774150 X
100% . fEHF RV LARE &4 2% R EE R RIARE,
g5 R E .,

1.4 St SR SPSS23. 0 B4 % B k47
AEB A48T . GraphPad Prism 8 B4 58 B K & 24 ) .
LK ARTEIES B o+ BN 2R, X
T2 M ER B, R R 2 08 ik 4l
P R L, R I /D 2% ¢ fde. L
P<0.05 MZERAGITFE X,

2 % e

2.1 %5 HTRS/Svneo 4 i tf HMGB1 % ik It
¥ HTRS8/Svneo 4 il % 4+ LV-NC. LV-HMGBI
IERE S A6 MR -E PN T S S P R S
95% A b, WE 1A, S5 X4 (1. 00+ 0. 12),
(0.9440. 10)] H %, sh-NC 4 [(0. 99 + 0. 14),
(0.9240.11) ] sh-HMGB1 4 HTRS/Svneo 4ii il
 HMGB1 mRNA K 1 ARXS 38 K3 T8 (P <<
0.05), WL 1B.1C,

A NCZH sh-NC2H sh—-HMGB14H

1.5 = 1.5=
Bt —_
2 1.0 BE 1.0
= X
=
2 I
— 5 Kl
) S o
() %
£ 0.5+ N R £ 0.5+

QQ)’ & BN
HMGB1 - — e
ab

0.0 GAPDH WD W— — 0.0~

B NCZH  sh-NCH sh-HMGB1ZH NCZH  sh-NCZH sh—HMGB14H

WA N BB MG AU R (X40) ;B R gPCR Il HMGBI mRNA %3k ;C 2 Western blot #ll HMGB1 7 1 33k ; 5 % B4 L

B ,*P<C0.05; 5 sh-NC 41 % ." P<<0. 05,

A1 5 HTRS/Svneo 4t HMGBI1 Rk b8

2.2 4 HTRS/Svneo 40 g+ 48 % 4 5 72K F L

B 5 NG HHE,HG 4 HTRS/Svneo 40 il 3 54 i
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PERRAIL (P <<0. 05) ; 5 sh-NC 41 %, sh-HMGB1 41
HTRS8/Svneo 4 il 38 58 1% 4 7+ 25 (P <<0. 05) . WA 2,
5 NG 4H[(2.59+0.27) %8, HG 4 HTRS/Sv-

(51.08+5. 29 A T4, sh-HMGBI 41 HTRS/Sv-
neo B EH[(160. 76 +17. 1D 5225 H
[(105. 7811 34 &M (P<C0.05), WK 4,

neo 4P T- [ (42. 604, 57) % 1T+ (P<C0. 05); 157 -e-Ned
15 sh-NC 20 (42, 20+ 4. 45) % T H 4% . sh- HMGB1 4 fjﬁfﬁcgﬂ
HTRS/Svneo 4 M # T2 5 [(22. 71 + 2. 43) 00 ] & A& 109 L wesia
(P<20.05), LI 3, $
2.3 %4 HTRS/Svneo 41 L iT #. 12 22 A8 N1 It 0.5+
B 5 NG 21 [(296. 47 &+ 30. 55) 4>, (168. 86 +
17. 50 TH# . HG 41 HTRS/Svneo 41 i3 # % H 0.0 . . . .
[(84.5948. 54 15 REHHL(63. 72+6. 56) 4] 0 % 72
W (P<<0.05); 5 sh-NC 4 [(64. 85+ 6. 72) 4~ B2  %&4A HTRS/Svneo 4B 58 & 4 bL 3%
NGZR HG4H sh-NCZH sh-HMGB12H
Q1 Q2 {01 Q2 Q1 Q2 Q1 Q2
1050. 087 1.92 | 405 0.36 38.7 | 109 0.33 38.3 | 405 0.26 39.7
E104 = EW '& 510" % E104 g
108 ’4 ! 100 ﬁ T 10° @‘ ‘. 109 g A2 ’
102[%.3 o 101 i * Sl 9% : oo | 19%o Lot

10" 102 10° 10* 105 10° 107
A Annexin V-FITC

50 a
404

ﬁ 30 .

1 T

BT 20
10
O

B NGZH HGZH  sh-NCZH sh-HMGB1H

10" 102 10° 10¢ 105 10° 107
Annexin V-FITC

100 102 10° 10* 105 10¢ 107 10" 10° 10° 10* 105 10¢ 107
Annexin V-FITC Annexin V-FITC

VA N T R B O 40K TR PR S 0 BB 4 AT P<<0. 055 5 sh-NC 4 %P P<C0. 05,

& 3

2.4 %4 HTRS8/Svneo 4l I W TNF-a,1L-6 7K
T 5 NG 40953949, 72)pg/mL. (20, 48+
2.13)pg/mL]E , HG 41 HTRS/Svneo il I 7% W
it TNF-a[ (400. 53442.69) pg/mL7].IL-6[ (60. 46 +
6.20) pg/mL] KT+ (P <{0. 05); 5 sh-NC 41
[(401.94+£42.07)pg/mL.(60.72+6. 18) pg/mL |t
., sh-HMGB1 #41 HTRS/Svneo 4 M I i & +
TNF-o[ (206. 18 £ 22. 35) pg/mL ], IL-6[ (30. 88 =
3. 17 pg/mL 7K F-FEAK (P <<0. 05) , L& 5,

2.5 HHEFEAM TLRA/NF-«B {55 il i 41 ¢
HEAEFLRLE 5 NGAHE.HG 4 HTRS/Svneo
40 HMGBI1, TLR4, NF-«B p65. Bax, cleaved
Caspase-3 7K 1315 F i (P <C0. 05),Bel-2 5K A % 35
T (P <<0.05); 5 sh-NC 4 H %, sh-HMGB1 @
HTRS8/Svneo 41 i f HMGB1, TLR4, NF-«xB p65.
Bax.cleaved Caspase-3 £ FH & 15 T # (P <C0. 05),
Bel-2 FEH # A L (P <<0. 05, LA 6.

£ HTRS/Svneo i E 1= F Lk &

2.6 A EIMKEAZ L S5 34+
5.06) mmol/L. (25. 83 + 2. 61) mU/L, (6. 13 +
0.63)] L %, GDM 41 % [ FBG[(14. 64 + 1. 50)
mmol/L].FINS[ (35. 2943. 48) mU/L] & HOMA-
IR(23.19£2. 4 T} (P<<0. 05); 5 GDM 4 It %%,
GA #H 22 Bl FBG[(10. 99 &= 1. 23) mmol/L], FINS
[(30.7143.14)mU/L]} HOMA-IR(14. 64+1.54)
Ak (P <<0.05), LI 7,

2.7 SAPRERES /R SXRA[099. 40+
9.83) % .(3.8543.92)g.(10. 33+ 1. 0 ] L #2,
GDM 22 BIE M R [(72. 20 +7. 58) % B AR (P <<
0.05) JJEFURE (4. 76 £0. 49) g B h (P <<0. 05) , 5%
FEAFE (3. 6720, 38) A 1k 2> (P <<0. 05); 5 GDM
HHE . GA A2 B IR [(90. 80+9. 92) % 1 F+ &
(P<C0.05), i B E [ (4. 3340. 46) g ]/ (P <
0.05), H 55 P AE [ (8. 33£0. 85) AN ]#hm (P <
0.05), LK 8,
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Analysis of influencing factors and construction of prediction model for the
efficacy of platelet transfusion in patients with acute myeloid leukemia”
LI Zhi' \DUAN Yuhan*"
1. Department of Blood Transfusion ;2. Department of Clinical Laboratory ,Central
Hospital of Enshi Tujia and Miao Autonomous Prefecture s Enshi s Hubei 445000,China

Abstract: Objective To analyze the influencing factors of the efficacy of platelet transfusion in patients
with acute myeloid leukemia (AML) and construct a prediction model. Methods A total of 120 AML patients
admitted to this hospital from March 2022 to February 2025 were selected as the research objects. According
to the efficacy of platelet transfusion,they were divided into transfusion ineffective group (7 =42) and trans-
fusion effective group (n=78). Multivariate Logistic regression analysis was used to explore the influencing
factors of platelet transfusion efficacy in AML patients. A nomogram model was constructed and its predictive
value for the efficacy of platelet transfusion in AML patients was evaluated. Results The number of transfu-
sions in the ineffective transfusion group was more than that in the effective transfusion group,and the pro-
portion of infection, splenomegaly, use of antibiotics, white blood cell count=50X 10" before blood transfu-
sion,and platelet count <50 X 10 before blood transfusion in the ineffective transfusion group was higher
than that in the effective transfusion group (P<C0.05). Multivariate Logistic regression analysis showed that
multiple transfusions(OR =2. 595,95%CI 1. 700 —3. 871) , infection(OR = 2. 282,95% CI 1. 554—3. 351),
splenomegaly (OR=2.735,95%CI 1.784—4.192)and white blood cell count =50 X 10’ before transfusion
(OR=2.479,95%CI 1.656—3. 713) were the risk factors of platelet transfusion refractlessness in AML pa-
tients (P<C0.05). The C-index of the nomogram model was 0. 891 (95%CI 0.839—0. 943). Internal valida-
tion analysis showed that the nomogram model had good fitting effect and high prediction accuracy. The area

under the curve (95%CI) of the nomogram model predicting the efficacy of platelet transfusion in AML pa-
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