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Research Progress of Pharmacological Effects and Mechanism of Longxuejie ( Resina Draconis )
and Its Active Constituents on Myocardial Ischemia
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Abstract: Longxuejie ( Resina Draconis ), the resin of Dracaena cochinchinenis ( Lour ) S.C. Chen,
a sword—leaved dragon's blood tree of the family Liliaceae, which is mainly distributed in Yunnan and
Guangxi, China, as a traditional Chinese medicine in China, has the effect of promoting blood circulation
and platelet activation. Its chemical constituents primarily include phenols, terpenoids, steroids, flavonoids,
etc. The active components are chiefly phenols, such as pterostilbene, loureirin A, loureirin B, resveratrol,
and so on. In recent years, studies have shown that Longxuejie ( Resina Draconis ) and its pharmacodynamic
substance components especially sanguis draconis flavones, have better effects in the field of myocardial
ischemia—reperfusion. By combing the relevant studies lately, we summarized that Longxuejie ( Resina
Draconis ) and its pharmacodynamic components exert effects and possible mechanisms through targeting
inflammasomes, proteins, enzymes, and signaling pathways, contributing to antioxidative stress, anti—
inflammatory responses, and inhibition of apoptosis, with a view to providing references for the in—depth
research and development of this drug in the field of myocardial ischemia and assisting in the rational and
optimal clinical use of the drug.

Keywords: Longxuejie ( Resina Draconis ); myocardial ischemia; ischemia and reperfusion injury;
sanguis draconis flavones
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7% 1fil. ¥ ( Resina Draconis ) 2= 3% [E (19 1% 45 v 24
o FESAT T IRE AP, S AR A
JE A4 & I A Dracaena cochinchinensis ( Lour. )
S.C.Chen &5 JIE A M $2HOM T4 B Ig s =
B2y bR E ) T 1974 4RI S, IE ST AR A2 7 RN
FHIe I, FEVE S — 22584 T 1990 A4t BT, 48
CEAMS IS ) Pric#k, 274 mg b s B 10345 4 i e
Je M98, FE AT 1500 2245 T ELAE e 1l 98 K
T = R M A WA BT S A R 3 BT AR PR e
ML/ AfR 5 SR A5 4T dal Jo 3R LS €2 ) 24 AR L BRI e
11135 52 B B N A 2535 1 T2 T -

AU WL i ) = 2 T ] R bR Bl Dk 5 s , A& 3l
JUk sk A A A (B DROBE I g B BXEBRTE B ) | i A T il (RE
B 24515 R i AR TE B sh PR BeAE Fn sl PR e 22 4%
UL AL T O WL A AS 2, 150 WLAH M TE
EAS 3 R A% i SRR IR 5T, DTS SO JULBR
— fE O, O LB LS 38 SO I I A A TR
O EFEAE AR 45 07 S HEA T P O AT LUK 52 A2 35
O UL TE S5 A8 I e s D IR R . ARNT, — LB RFSE
W] RSB FIRIGIT T BRI T 0 LI i R A3t
R AR AZ 4500 LA IS B BRI A AN TR &, f=2 1 S
G ATRE EINEE B 2 HH E— LB R S d A0T , AnAE
FETRTFRY o XA B G A I 0 JUL S I / P 2 451 003
( myocardial ischemia—reprefusion injury , MIRI ), K&t
WHFE R B, MIRT ) A 2 ] BB 8% 0 28 4R 1 kg
Z O WA iR BB AT | S SN R TH HE AL
il

H AT TR YT MIRT AL S8 5 125 A4 38 3o 5 DK
A R A 1 H I R R s L AH I A AR 5 9
PN TE P AR 7 R R, A7 AR B iy 2k B 1 R 36
FEUE IR, HoAE Sy — B B1— 22 AR 35 5057, vl LAA & BH.
1L LA M T R A 2R A 3 S 0 e
9E T AT B U7 3K, X s g ) BOR AT — A AR
FH LB & i F MIRT A9 995 Bk f2 52 2%, Rtk —
EM R IR S T RS mIK ), 3R 697 0 L
SR ALAT MIRT T 2590 CL AR i 2 Rk A1
RELHT T B, R il 35 7T AT 20 2% fidg O JOL e I, HC
VEJHAF 55 MIRT 19 52 2= 1995 PRI FRAHARL, BT LUA
A X Pl o0 UL I 1) 7 A A B AR R R A R A
AR TR, B A e i v K 5 24 540 I Rk,
Sy AU LB I 952 5 v 24 BEAE FH 9 253348 SCHik, it
THIX T 5, A SCR L U TR B AN U 94 D i s A
H 25 3509 5T i Sy AE e oC UL I T T fY) 25 B AE
T vl Ge /e FHPLE . el ek ) 2 &b &,
TR TR 3 S T A PO LR i A iV A R
BN i R SR 275 R AR A R JE 422
1 MR EAGWRA S AT MIRIFE X218
1€
L1 HUR AR %

A2 H 3 ( oxygen free radicals, OFR ) E—KE
A AR T iEor T a9, AR A TE H A
A G, OFRAE AR A iz A7 AE , ] LA
TEE B ZE A R A AL n] LA R A R 2R e
P 1S Ae MG IS . OFR ZEAE PR P 4 A= ik
Z R A PR, o 200 OFR & 2 BRI, &
B4 I B Bt Ak AR BT 48Tk L DNA 143

162

555 I 2 S BB A4 AET . AL MIRT 4
R, OFR 2z &7 4, DA | A4 v 38, 7T A5
MIRI 5 5LV IO B AT 0 AR o

K RSP F 5T R BT, S5 B 22 T 1
1ML 22 A B I 2R B AR L3 2 25 1 ( sanguis draconis
flavones, SDF ) #[S B8 % Jal 4 40 £ N 33 0% 57 i, 38
T YR o AL W B M R PR SE AR VE T, T
PO WILHE . 7 KHAN 267 g b 2 B0, i i 45
T K EL 400 mg - kg™ BULEMETEE 10 d, A DL 35 BRAIE
fii ke 1fin /- #E 732 (ischemia/reperfusion, I/R ) K KL A
JI 40 ) AR AR B N . AT S e g Sy R
Bl A Bl 11 P E 73 ( middle cerebral artery occlusion/
reperfusion, MACO/R ) AL, I 45 F K FL30.60.
120 mg * kg™ BB L 22 A, & B AR LE T Hifth 20, #
ALY I Ak i ( superoxide dismutase, SOD ) SRR S
B S T, U6 BH IR 1 2 A AT LI o B2 S P R AR
T PRI T S A N P 2 VR GER o FEJIANG M
AU RS p R, R I 2R A fb 2SS A AR, T
128 BULAA B i BLEARAVE T, TEAR SN Se g b, 25
T 10 pmol - L' (9 S 1ML 22 B A AT LA HH fnd [55 f0C 4200 )
ZF 2 5 ( oxygen—glucose deprivation—reoxygenation,
OGD/R ) %F A ME 451405 . SDF J2& DK ifiL o v 2 H iy
WIS 59 o IR 2SI, SDF X UL i A8 45841114
A Ve, P PV E A A . g B 2t
58 2B, 76397 P4 22 g MIRIAE AL A, SDF 1] D FEAI%
O UUBR SCBETR] Tl ( CK=MB ) 7K, H AL ENIE
K TR +dp/dimax ) A B R TH= , UEEH SDF A
PR LEHZE B2 ZH RS54, &0 LIS i 7K ST 1)
VEFH . BERRHEE " AR LR |, BE— 22 & B SDF if
AT LA ARG I VA UL 93 CKO) L FLR 5t % ( LDH )
IRV, PR O LA RELOR T 10 B ZEAR ), AT F
— DA E SDF XU LA I 14 P AR o
1.2 HiR R BL

RAE TV hf 2 B 2 F MIRL L B2 v, 78 MIRT i
AR |, SORE P acd B ek R B S H TR I
Horp B2 ROBE R 4 H A/ 28 -6 (interleukin—
6, 11.—6 ) #5571 F kB ( nuclear factor—kB, NF—«B ).
A 983 48 9iE R 7 ( tumor necrosis factor—a, TNF-a ). B
KA, e il s e i 28 RE P ¥y 2R ik A7
AR . SR P A HAR R AR A
M1 325 B 2 AT R AE 1M i K I 48 A 25 AR s b
1 791 e L 3 5 RS T LA S 25 R ARG AL Y P TNF—o il
IL-6 [ 7K. 3K Bk 251 DK 90 1] i ik 28 1 35 1
I PR3 56 X 52, A FH s I3y 4K - B A 8 25 4 7 )Ry 518
SEBORYT , 45 R IZ IR IT AR IA ) 100% , UL T H:
fl2H , BEH Je MLty 726 T 7 #i bk 28 AP, XBSC
e A Ol N B R BFFEXT 4, 43 B4 T 0.4.0.8
1.6 g - ke '35 B L5 THOE 3 ], S5 R o, 5 IR
ZH RS RUZH AR LY, 3 TR B 45 25 2H 10 QT RAETF 47 |
JE Sl o JH AR A RARARG , JHE b 55 v 3R 2R L ARG
HEZH YT RCE 41, WoR R MR AETE Y7 28 & 1Y
BRE. DL TSR W e s 7F 25 2H 2R 4 BB fE
RAFEAGE PR, HALH AT G S8 ok~ 8 NF-
kB TNF—ot, IL—6 125 IIHLI1
2 R misR EIAGM B S iE T MIRI BI1E B HLHI

UUS =3 =
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Table 1 Regulatory effects of sanguis draconis flavones on ischemia and reperfusion injury

EEH]

PUR AT

TR DA AERR O LA FAL T IOFERE AR T Cx43, 13 Cx43 YRR, 520 Cx43 MBIkt 59041

AL Sk
VEFHT NLRP3 48 4iE/IMA , 4 NLRP3 | Caspase—1. ASCI{ZiL [ 15-18 ]
[21-22]

T/ NORY = A BU A 3, Al au e ga T, /F BT HSP70, F H — & 4k A & B Mn-SOD 9 35, 1A [26,29-30]

TR AT 4
POgE I AP 1, b O UREE TR

SERCA ik
YEFT Metrnl, - i# Metrnl 193635 , 5055 AMPK-PAK2 iifi 1% [32-33]
VEFH T PARP, T PARP.ICAM-1.COX-2 . COX-2[Zik [36-37 ]

YEHI T HMGB1/TLR4/NF—B p65 {5 53l #%, N8 HMGB1 ., TLR4 ., [42-43,47-48 |
NF—«B p65 . Bax {323k, L i Bel-2 AYFRIA

fRHE A, 2 T

YE FH F Wnt/B—catenin {5 5 i 1%, b ## Wnt2 ) 35, F #p- [ 40-41]

catenin (335, #2755 VEGF 19 & 7

2.1 NLRP3 3% 4F /MK

NLRP3 %8 it /IMAS St NLRP3 | I8 7 AH 56 B 5 AR
4 1 ( apoptosis—associated speck—like protein containing
a CARD, ASC ). Caspase—1 1% B 1444 1%, 3 i T UiE
SLNE 5y F 40 i85 2 —1B Cinterleukin—1B, IL-1B )
G R YRR AE RN, [F) B NLRP3 4 SiE /)M 48 25 38 1 3%
I Caspase—1 S AN AT, A WFFT R, MIRIiE
B, B LA R 17, a5 A i IR A TR 22, R 3
SAE/IMA IR TS Ak, MU R 9 6E J2 1, 2E— 25 i
MIRI' "', YUE RC.TOLDO S &' i i gz 32 0
E MIRI 3L F f NLRP3 % i /M | ASC.| Caspase—1 .
T 13 45 IR F 14 7 P B S FH &7, 156 B NLRP3 42 E /S
A5 149 3 AL I 800 Caspase—1 5| 582 .0 JUL 4 g £5 T- J&
MIRT B — A~ AR 20k O WFoE & B, 43
2R ETE E 90 mg - kg (fIKFHFIHEEZH ). 180 mg « kg™
(F 7 B 4H ).360 mg - kg™ (& 55 &2 4H) Y SDF )i,
034 58] i 1 SDF ZH A3 bk MIRTZH FI X R 21,
NLRP3 . Caspase—1, ASC 3 ™HF ) mRNA FikH T
R, ELAb v 7 e A R 2, A SDF BT R L 41
il NLRP3 285 /IMA A% 2 35 T & DT R A, 3]
AMRRAET -, IR B ME MIRT IFEH o
22 HRiEEEE 43

JYZ 43R T LA Er 240 s 55 2ok A o e 4%
Bt i 22 45 11 43 ( connexind3, Cx43), H.Z 80 T-.0»
LA A s 122 e Ak , B P34k | 3 B4 R A 70
JULAH M =2 18] H A 5 AT ast , AT IR 0100 JUE F14) AL &40 T
&7k, TEMIRI SRR, Cx43 4548 kg A E 9,
FE I g Bk A3 AR R AL S R B e A 0L i A
A S 00 LA M AR EDG , RN 5 | 2 FRE TR O R 2R
w120 LU Q48 5 37 B MIRIASEAY  JIF 52 T
Cx43 145 [a] 4345 T8 23 T 300 WLAN L ) 1) <y 51
ity AL SRR, ORI AL T T, TS 2500 LA
BETR] A H AL T B 1) S, S R O A R R . [RIAsE
Z T A B, f LS & B RS, T DA e 41
F e, e EE Cx43 30 545 A0 Al fig <
P MIRT . (R0 4522 FH 0028 2H 44k 2 3k Al R T—
PCR M 5% Cx43 1E MIRI2H X B 2H . SDF £4H 445
i S, 45 59 MIRTZH Cx43 75 [ kb 265408/, BL
SR ZERL, SDF 4HAH L F MIRIZH , Cx43 FEFE 3 Ab 3
PSR FF, B Cx43mRNA F3ik 0 B0, 168 SDF
AT DAAE FH T4 5 Cx43, R Cx43 5 Cx43mRNA 3%
ik, 52 Cx43 ECE: 55040 , % MIRT,
2.3 Mk EE

AR 55 ZE 1 ( heat shock protein, HSP ) J& —F

N 2R TR A, $ A AR RO IE B IE SR
FUR WP R 4E AR 2 R A Sy P PR
{53 4 B2 14 HSP70, 78 MIRT 3 F2 vh R 45 T 8 B4R
H L, E R HSP70 1) 3 358 A S J& VR IT MIRL 1945 42
TR FESONG N4 gy i g vh, Adi A Kz 2%
(HSP70 #1155 ) Xf K RO LZH 2R kA7 Ak B ), 7
{8 F OGD/R Ab B < Bl 57 MIRTASE 7Y | % 3 258 2ok
F 22 AP R JUL A B 2 A5 R R B KM 4520
WK HSP70 3% R 5 A 21 K BRAR PY L &2 300 UL A 174
HSP70 i i P il i — S b S A Bl 9 16 A0 A T s 2> T
—HALE(NO) Byr=28E, i /0 AR ZE 09 T AR,
J5% T MIRUEEIR . 7E MIRT #2354 ( reactive
oxygen species, ROS ) RKE A, KEAROS LT
AR H AR PE | DNA #4555, AT H B £k kA4 T BE
REERSS | 2 AR IR T LR s . FgE ] TR,
ROS {9 K4 = 4R 4 i HSP70 & 1, 1 HSP70 X 4
BT ROS ByZ4aXT 5 5 BEAR , HALTZ R A ik
By 157 4k Hif mn—superoxide dismutase, Mn—-SOD ), —
Fhic S A %) 2235, A5 S AL I 2 R RIS, IR 4
AU, e AT ROS X 2B AR 1351495 , ¥ 4% MIRT,
42 1t =2 &6, 7F SHIRPOOR A 25" (g kg vh 2 B, ¢
MIRLiSFEH, HSP70 36 A] L3l i $2 8 SERCA2a (—
Fh FE A AE T0 LR B i UL R o (4 55 58 5% 52
ATP ) B35 K IR 55 8 4%, 5 T1t, i i >
{8 25 01 F SDF 5 HSP70 5 Z& , & ¥ SDF 20 5 MIRI2H
FH L, SDF 4H HSP70 mRNA 31k W2 i, Ui
SDF{AY7 MIRT AL AT 8-S I HSP70 1933k, &
FEPU AL E R | IR s 2805 ¢
24 HHUUBEE G
BRZCFE SR 1 ( meteorin—like protein, Metrnl ) X FK
1422 41 Cinterleukin—41, 11.—41 ), J&— 15
RIPIRR IR 7, 5 O T R A2 T EZAEA, 240 L
20 i Ab T e i B ECIR S B, Metrnl B9 283858 1E HIk
AR BN R YA, Ak FE Rk n] L s A 40 i S8 i A
BT AEXU L4 W R IR T Metrnl 235
MIRT FHLH], Metrnl (430 23K 238006 R AR 106 1L 35
1 R amp-—activated protein kinase, AMPK )—p21 =
FA 931G BT 2 ( p21 protein activated kinase 2, PAK2 )
5 5l 1A OGD/R 5 (4 41 Jifg 4 i A1 4 i
Too KRR HF ST i A B MIRTASE 8 | 35 455
T 14 dF K425 1 K SDF (180 mg - kg™ ), KL SDF
ZHAH BE T MIRT4H., Metrnl B9 FRI5F 25 FE, Uibd
SDF 2% fig MIRTAE K (4 HL 1] 7T GE 5 112 #E Metrnl 1% 32
35 AT 384 775 AMPK—PAK?2 38 {2 , 410 1] 41 it 4 i 1 41
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Mg 2,
25 ZR_GMBET ARG

R FIRER I LAAN , 2B IR AR T AR R A i
( poly adp—ribose polymerase, PARP ) 3 % & #i 5 i/F
220 ML BRI AT I, s i O WU JRE R e
Hop, PARP-1 841N b 5 MIRLIE #2798 ¢, 5 09T 3R
B, 3 PARP—1 11 3235 ] DA 35 i 20O IURE BB 11
90 BB, DA K MIRTHS 010 JUL 40 B i 08 T2 Rk
g 252 0203 3o g 57 MIRIASE 80 | 4 90 76 MIRL i 2 v
PARP-1 HYZIK EVH, NF—«B {58 | 21 i fa] 25 BR
435 =1 (intercellular adhesion molecule 1, ICAM—1 ).
A AT -2 ( cyclooxygenenase—2, COX-2 ) Z5E S RE
PR3k W] W3, U6 - 10 PARP-1 3Rk,
AT T I8 NF—B S 58 G K5~ A 3% 44, DA 3k 2 2% i
MIRI F 7 02 T A T . T, e g ek st
K EUMIRTAS 74 1 14 dff 180 mg « kg™ 14 SDF
B, 5 I PARP-1mRNA [ 35 7K, & 3 MIRT
ZH0 1 PARP—1 FRIK 7K VA Lb ) B2 AR T AR 2 4 1
2 F A, 1 SDF 20 45 T MIRTZH ,, PARP-1 K ik 7K
SR YA, DARA SDF X MIRT A4 R AT g Sl i
P PARP-1 £ FHAYFIL,, T AR AE N 73R 1k, sl 40
B A9 SE P <
2.6 Wnt/B—catenin{z 5 & &

Wnt/B—catenin /E A £ B Wnt 5 5, 38 1 #1111l 410
BPE T B LA di A AR i3 O 45407 1A noAes 2 45,
7E MIRT A h &4 B A VE . RONG M Y
W5 2 B 38 2o 310 1 Wne2 25 4 A9 3 263k, Al LLAE
MR X P M B, IFCR INE R E. &
AR L R B, B—catenin £ 11 Y BHPE R IA RS
U JULEH M Y 98 T2 45 2R o AE O¢, H R=-0.9, Ui
B—catenin £ [ AT DL 52 MIRT i F2 o0 LA I 4% 04
T, BT EN KEGG A3, Wni2 5 B—catenin JEATU ]
PR G &, B P8 W2 18 32 35 2= il il B—catenin [
FEIs, TR 4R g T JE T I, R g im
BB AR T AR LH . MIRIZH . MIRI+Wnt/B—catenin {1l
H5( TWR=1 ) 41 . MIRI+SDF 4, MIRT+IWR—1+SDF
2l 2% #R 5% SDF VA J7 MIRI 19 7E FH ML il J& 75 5 Wnt/
B—catenin {5 Sl IA ¢, Z5HRF, MIRI+SDF ZH 11
Wnt2 (1922 53 B 85 T H 444, H B—catenin [Y
Feak B W] AR T H Ay a4, [A] B AR B T MIRTAL,
MIRI+SDF 20 # IfiL % ML 4 N B A= 1K A 7+ ( vascular
endothelial growth factor, VEGF ) H s B BT,
vi B SDF AT L3l 2of b P8 Wnt2 (19 22 35, AT )i
B—catenin B4 35 , HE TP HCo LN M 04 1, {1 2 1
B, I3 S MIRT 94EF o
2.7 HMGB1/TLR4/NF—«B p65 15 5 il

bk PKB/AKT A5 5 i@ % &b, &5 i B2 R % &/ A
1 Chigh mobility group box1, HMGB1 )/ Toll B 5744 4
( toll-like receptor4, TLR4 )/NF—«B p65 15518 Bt
BN 5 MIRUB VI AH 56, LIAE 2 g v % B, 1
MIRIAL S v L0 JJLTLRA FITNF—B 19 8 15 1 g 35 1
i, [S1 B B 40 Hd ik EL 98 2 ( B—cell lymphoma2, Bel-
2) FEFAMZFIAIKFE R, Bel2A1CHE I x (Bel-2—
associat—ed x, Bax ) [ F ik /K5 T, ik &0
WL4H M U8 T 1 SDF AT LUAd Bel-2 46 F /K TF,
Bax 25 [ 7K P T B, AT 00 ) 440 e 0 T, ik E 9%
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fiit MIRTRE AR B . AT R 0T, HMGB1 & 7E4l

B AZ v DL e i KO- 2 5 DNA 19 &2 il 5 5% 5k,

T 7E 20 i o b 25 DAESE i T e 2 5 SR /MR I TR

5w R A 22 R i (iR AR S 2

W2 AN EE ) 2 T84y HMGBIAE MR 543 1, 2%

DT ) B 400 L B S e S R A MIRT i

M, HMGB1 W =2 2258 1) 5 e B 2L 1 28 7 1) 52 14k

( receptor for advanced glycation endproducts, RAGE )

FI Toll B 524K 2/4 (toll-like receptor2/4, TLR2/4 ) AH

G54, NS RAE RN, 2 5 MIRLE B TS

BT 9% 2 B, LU A#S 192 % MIRT 453 445 14 2% e A FH AT g =

HMGBI1/TLR4/NF—xB p65 il % (1) J< 36 A5 56147,

F o, FE AR Mg 8 TR R MIRIARS 78, I 75 3t 45

B 14 d45T- 180 mg - kg™ BYSDFIEE , @4 R )5,

&K BLHMGB1 . TLR4 Fll NF—«B p65 £ 1 2 ik 7K

Voo R WK, MIRLZ iR 85 1 3R 35 7K AH Bt

RECZH FIER T AR 2H 34 B &b 19, 1 SDF 25 5 MIRIT4H

AH L, F] 1 3 35 /KO R 1A, 134 BH SDF X MIRT 1) ££

P 4E T BE J 3 i A HMGB1/TLR4/NF—«B p65

LN e = B B PN o || | DR e ! | I TR R s

B o

3 REERE
Je i 35 1 A LR AR LW R A T K

JHIACIR R F , R BA 204 2R 2

18 R A TR AR, PR AR O I A AT LA AR 1Y

i A SCN TR i v T JL 22558040 o 43 14 24 B

FH AE B K2 k00 AL i 36 37V 0% S0 ik o2 i8F

JRIEATELRR . FRFPIIFSY W, e i3 i) 25 BRAE FH 5

MIRI 1) & i AL A AR s i AE G M, v LUEATRE R ok T

ML PR FA ) 3z 0 h -

FT AN e B A FH U IE A AL 5 1 A 28

i (ENE ST =3 - S RE (RN TS 2 V) il PR (S 7 =0

AR BTRAE A A A T A EE R S 24

IR SRS RTINS € V= DA e < S Y =

HIR 45130 4 55 B S A A B PR R A FR AR FH R 3R

B S R M IE Y MIRT BOVEFBLE] . [E, T

1% 36 97 MIRT B 5T I 2288 FH 40 oA AU R 3l ) A5

WY TR AT 220 PREFST , PPAN R s e AR Y 11

2Pk A RO | e AR B AR D TR A SR B, Sy e o

U A iE— 20 R PR EOR S ds . AR, DR il s ) 11

IREPEE >, AR 30 A] LR IR T e ifin v 5 77 24 11

K, QOB R TR TR A5 32 i e s LEAAR N 1

AR, Jyas e R IA YT MIRI Q3 55 £ (1 ]

ek, &

S 3CHk

(1] dkbe, R3ETF, 20, . B4 U256 e I 0% 3% i ) (]
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