
Workshop on Scientific Writing 

Y S Bakhle 

LEUKOCYTE
BIOLOGY

IMPERIAL COLLEGE
LONDON

 



 

2001-2006  Senior Editor  
    

2006-   Press Editor 

I see about 200-250 MSS per year making 

a final check for scientific terminology and 

English language 

BUT I have access to the reviews of the MSS  

British Journal of Pharmacology 



Scientific Writing 

Theory and Practice 



How to write a Scientific Paper 

And get it published 



Publication - Practice 

Publication = Research Product 

Publication affects Employment 

     Promotion 

     Research Grants 



Publication-Theory 

Publication is an ESSENTIAL component 

of the Scientific Method 

Science = knowledge 

Research = New knowledge 

New knowledge MUST be shared  

Publication is most effective method of sharing 



Successful Science 

50% High quality results 

50% High quality communication 

 



Communication 

One main audience for the knowledge 

 Anyone and everyone via PubMed 

“Democracy” in Bio-science 

Entry in PubMed is “Impact Factor-free” 



Communication 

BUT FIRST  

 

You need to communicate successfully 

with a small group, only two or three. 

Editors and Referees 



Communication 

TRIAGE –  

Assessment of MSS without full Peer Review 

Usually done by Senior Editor 

Editors are also involved 

In the BJP,  

30% of submitted MSS are TRIAGED OUT 

by the Senior Editor or Editor   

Editor opinion is CRUCIAL 



Communication 

Editors and referees carry out 

Peer Review 

Peer review is  Essential 

    Voluntary 

    Mutual  

    Time consuming   

So ensure that review process  

is a pleasure, NOT stressful 



Non-Stress Features 

To allow a easy, non-stressed review, 

the MS should be  

 

   Clear 

   Concise 

   Correct 

   Catchy 



Logic 

 

Communication 

Two concepts are crucial  

in scientific writing 



Practical comments on Good 

Scientific Writing 

Two main types of comments 

 

 Logic 

 

 

  Communication 

Scientific design, content, treatment 

Format; layout, Journal style 



Logic 
 

 

 

    

 

   
   

Predictions 

Questions 

Conclusions / Answers 

Testing by Experiment 

(results) 

Hypothesis /Proposition 



Logical layout of ideas / events 

Easier to see how Conclusions are derived 

from the Results and support (or not) the 

Hypothesis 

At least 3 reasons 

Logic is fundamental for all science 

Easier to communicate YOUR ideas to OTHERS 



Communication 

Layout of the MS is  

VITAL  

for Non-Stress review  



Read 

the  

Instructions to 

Authors 



Components of a Paper 

• Title 

• Abstract / Summary  

• Introduction 

• Methods 

• Results (inc Figures and Tables) 

• Discussion 

• References 



Title 

Content ONE major finding or conclusion 

“Hypertension in rats fed BigMacs is due to inhibition of  

nitric oxide synthesis in blood vessels” 

“Inhibitory transmission in nucleus accumbens is  

potentiated by CR-12345 an antagonist of substance P” 

Effect A in system B is due to mediator C 



Title 

Communication  

Its function is to encourage others to 

read and cite your paper, so it should be 

INTERESTING 

  

 In searching for papers on PubMed — 

the first thing that comes up is the title. 

It may be the only part of that paper they 

read – so make it GOOD 



Title 

Format  
How many words /spaces / characters? 

 

Usually 150 characters and spaces 

Avoid:- 

  complex chemical names  
(better to say .. ABC5476, a CB1 receptor antagonist) 

 unfamiliar abbreviations 
(ATP is OK, but not T2DM) 

 technical details  

(model of anxiety   rather than    open maze test) 



 

Investigation of the immunosuppressive activity of artemether on T-cell 

activation and proliferation  

 

Ketamine impairs excitability in superficial dorsal horn neurons by blocking 

sodium and voltage-gated potassium currents 

 

Inhibition of RhoA/Rho kinase pathway is involved in the beneficial effect of 

sildenafil on pulmonary hypertension 

Antileukoproteinase protects against hepatic inflammation but not 

apoptosis in the response of D-galactosamine-sensitized mice to 

lipopolysaccaharide 

Selectivity of d[Cha4]AVP and SSR149415 at human vasopressin and 

oxytocin receptors: evidence that SSR149415 is a mixed vasopressin 

V1b/oxytocin receptor antagonist 

Examples of good titles 

Examples of poor titles 

http://www.incredimail.com/index.asp?lang=9&version=5502847&setup_id=7&aff_id=98919&tID=101222&addon=IncrediMail&id=95202&guid=AF7F070A-B352-4B11-803B-4E08E5B7E29C
http://www.incredimail.com/index.asp?lang=9&version=5502847&setup_id=7&aff_id=98919&tID=101222&addon=IncrediMail&id=95202&guid=F9211FC0-81C7-4056-ABA1-AE1C77430BE3


Two tests for a Title 

Does the title convey the main message of 

the work clearly, concisely and accurately 

 

 

Would you read any further with a title like 

that?  



Minor effects of antioxidants on angiotensin II-induced 

aortic rupture and renal damage in aged 

apolipoprotein(E) -deficient mice  

Data shows that 

 Antioxidants prevent AII-induced aortic rupture  

 BUT only in YOUNG rats not in OLD rats 
 

Title 



More titles 

Role of CX43 in the maintenance of spontaneous  

activity in the guinea pig prostate  

 
 

Role of connexin CX43 in the maintenance 
 of spontaneous activity in the  
guinea pig prostate gland 
 



More titles 

The inhibitor of 20-HETE synthesis, TS-011,  
improves cerebral microcirculatory autoregulation 
 impaired by middle cerebral artery occlusion in mice 
  
The inhibitor of 20-HETE synthesis, TS-011,  
improves cerebral microcirculatory autoregulation  
in a mouse model of stroke 
 



 

Summary / Abstract 

On publication, if you are lucky, 

you will get the PubMed reader as 

far as here 

Editors will use this Summary to 

help them in TRIAGE 

Two relevant comments  



Abstract 

Use the correct layout: 

 Are there sub-headings in the Summary?  

 Are there separate paragraphs? 

 Are these numbered? 

 

Use the correct length:  

 250 / 200 words or ? 
 

Format – depends on Journal  



Abstract 

Content -----  “Think” in sub-headings 

 

Background & Purpose- why did you do it? 
Disease / clinical need / mechanism; put question / hypothesis 

 

Experimental approach – how did you do it 
Species, in vivo/vitro; b.p., behaviour; enzyme assay; RT-PCR   

 

Key results – what happened? 
Summarize MAIN findings 

 

Conclusions and Implications – what does it all mean? 
What was answer to question/hypothesis; what is new 



Abstract 

Language 

       Always limit on length – 200, 250 words  

       Don’t waste words 

  “It has been reported that ..” 

  “A leads to the release of B..” 

  “C caused inhibition of ..” 



Abstract 

Background and purpose:  
The aim of this study was to clarify the mechanisms  
by which H2S affects ion secretion across rat distal  
colonic epithelium.  

Background and purpose:  
The biological activities of hydrogen sulphide as 
an endogenous mediator have not been fully 
characterized. The aim of this study was to 
clarify the mechanisms by which H2S affects ion 
secretion across rat distal colonic epithelium.  



Abstract 

Experimental approach:  
Changes in short-circuit current (Isc)  
induced by the H2S-donor, NaHS (10 mmol.l-1),  
were measured in Ussing chambers after  
permeabilization of the apical membrane  
with nystatin. Cytosolic Ca2+ concentration  
([Ca2+]i) and Ca2+ in intracellular stores  
were measured with fluorescent dyes.  
Changes in mitochondrial membrane potential  
were estimated with rhodamine 123.  



Abstract 

Experimental approach:  

Wire myography was employed to examine  

endothelial function of mesenteric arteries.  

Superoxide levels were measured by L-012  

and lucigenin-enhanced chemiluminescence.  

Western blotting was used to quantify protein  

expression levels. 



Abstract 

Experimental approach: HT22 cells,  

a mouse hippocampal neuronal cell line,  

were used as an in vitro model and  were  

treated with glutamate as an artificial trigger  

to induce oxidative stress. The kainic acid- 

induced neuronal oxidative damage was  

used as an in vivo model. 



Abstract 

Experimental Approach:   
We utilized the well-established in vitro and  
in vivo methods, wound-healing, Boyden chamber  
assay and a mouse model, to analyze the effect  
of PCA on cancer cell invasion and metastasis.  
To highlight the mechanisms of anti-metastatic  
effects of PCA, the activities and expressions of  
molecular proteins were measured by  
zymographic assay, real time-PCR, Western 
blotting and so on. 
 



Abstract 

Key results  

Finally, our results showed that preservation  

of Bcl-2, Bax and …… 



Abstract 

Conclusions and implications:  

These data demonstrate, for the first time,  

that activation of the hypothalamus .... 

 

Conclusion and Implications:   

The data reported show that  

the two phenylpiperidines are low affinity, 

  



Abstract 

Conclusions and implications:  

Our data clearly establishes edelfosine  

as an inhibitor of cancer cell migration 

 

Conclusions and implications:  

Edelfosine clearly inhibited cancer  

cell migration 



State clearly what question you are intending to answer 

and what, if any, hypothesis is being tested 

 

Try to summarise experimental plan 

Start with cells, do RT-PCR, then in vivo with antagonists 

 

(??) In the last sentence, summarise the broad 

conclusions from your study 

Introduction 
Content 

Present the background; refer to previously published work 

 that is directly relevant to the problem that you are tackling. 

 

Keep it short; do not write a comprehensive review  

Two pages should be enough 



Prostaglandin E2 (PGE2) has been shown to inhibit ASM proliferation,  

presumably via a mechanism involving cAMP elevation (Florio et al., 1994;  

Tomlinson et al., 1995). Subsequently, cAMP transduces its effects in ASM cells via  

activation of protein kinase A (PKA) and/or the exchange protein activated by cAMP  

(Epac).  Recent publications have demonstrated that both PKA and Epac are involved in  

cAMP-mediated contractile (Cazorla et al., 2009; Metrich et al., 2009; Roscioni et al.,  

2010;  Sukhanova et al., 2006), proliferative (Haag et al., 2008; Huang et al., 2008;  

Kassel et al., 2008) and inflammatory (Roscioni et al., 2009; Scheibner et al., 2009;  

Xing & Birukova, 2010) responses in several cell types, including ASM cells.  

The functional impact of cAMP and its downstream effectors on ASM phenotype  

changes are mostly unknown.  

Therefore, we investigated the effects of a metabolically stable PGE2 derivative  

(16,16-dimethyl-PGE2) and specific and selective activators of Epac  

(8-pCPT-2'-O-Me-cAMP) and PKA (6-Bnz-cAMP) on the phenotypic modulation of  

bovine tracheal smooth muscle (BTSM) strips and cells, induced by PDGF. We  

investigated also the effects of the compounds on PDGF-induced activation of ERK  

and p70S6K.   

Our data showed that cAMP and its effectors prevented PDGF-induced ASM phenotype  

modulation, presumably via Epac- and PKA-mediated inhibition of ERK  

phosphorylation, whereas inhibition of p70S6K phosphorylation by PKA, but not Epac,  

may also be involved. 

 



Introduction 

Protocatechuic acid (3, 4-dihydroxybenzoic acid; PCA) (Lin et al.,  

2007), a simple phenolic acid, is a precursor for the synthesis of  

other more complex molecules (e.g. cyanidin 3-O--D-glucoside  

and vanillin) (Kampa et al., 2004). The compound is found in  

edible vegetables, fruits, and nuts e.g., olives (Masella et al., 1999), 

 brown rice (Hudson et al., 2000) and pecans (Stich, 1991)], in  

plant-derived beverages [e.g., tea (Yen and Hsieh, 2000),  

Hibiscus sabdariffa (Tseng et al., 1996) and white grape wine (Li et 

 al., 1993)], and in herbal medicines (Liu et al., 1992; Lee et al.,  

1994), and exerts contradictory biological effects. 



Studies with laboratory animals have demonstrated  

recently PCA to be an efficacious agent in inhibiting  

the carcinogenic action of diethylnitrosamine in the 

liver (Tanaka et al., 1993), azoxymethane in the colon 

(Kawamori et al., 1994), N-nitrosobis(2-oxopropyl) 

amine in pancreas (Nakamura et al., 2000) and  

N-methyl-N-nitrosourea in glandular stomach tissue  

(Tanaka et al., 1995). In in vitro studies, PCA induced 

cell cycle arrest and apoptotic cell death through  

multiple signaling pathways  



Intro 

……  As mentioned above, the presence of a7 nAChRs in bovine  

chromaffin cells has been well documented by molecular techniques, but  

its functional relevance in terms of Ca2+ signaling and catecholamine  

exocytosis is still in debate. We therefore investigated this issue further,  

using new pharmacological tools such as the a7 nAChR agonist  

PNU282987 and the a7 nAChR allosteric modulator PNU120596.  

 

Our results showed that activation of a7 nAChRs, in the presence of an  

allosteric modulator, can mediate BGT-sensitive [Ca2+]c signals and  

catecholamine release. Furthermore, [Ca2+]c increases mediated by  

a7 nAChR were related to Ca2+ entry through non-L-VOCCs, while  

non- a7 nAChR-mediated signals were related to L-type VOCCs.   

ClCR also participated in both responses.  

 



Our evidence indicated that functionality of the a7 nAChR in chromaffin 

cells seems to require the binding of an allosteric modulator together  

with its agonist and that Ca2+ signaling mediated through a7 and  

non a7 nAChR stimulation is differentially regulated in bovine  

chromaffin cells 



Methods 

Layout can vary with Journal 

so READ the I to A 

 Animals / tissues / cells 

 Experimental /assay methods 

 (to match order of Results) 

 Materials 

 Data analysis 



Methods 

•Ethics and Science 
•Animal use  

•Must have statement of compliance with 

Guidelines & Ethics Committee 

•Full description of animals --- sex, age, 

strain, source, numbers used 

•Need names, doses and mode of 

anaesthetic 



Animals 

All animal care and experimental procedures were in  

accordance with institutional guidelines and the  

Ethical Principles in Animal Research adopted by  

the Brazilian College for Animal Experimentation  

(COBEA). 

  

 



Methods 

Ethics and Science  

Human samples -  tissues or cells 

 Authors MUST show full consent, ethical 

 approval from local committee 

 Need to know: healthy / patients; sex / 

 age range; smokers / non-smokers   

 Pre-sampling drug exposure - critical for 

 inducible enzymes 

 

 Even aspirin makes a difference 
 



Humans  

  

The 9000 g supernatant (S9) was prepared from human liver  

(HL 13, 14 and 17) homogenate (25%) as described previously  

(Zhou et al., 2000) 

 

The samples were obtained with full informed consent and after  

approval by the NZ Northern Regional Ethics Committee, 

( application 98/040) from three patients  40, 70 and 74 years  

(2 males, one female; one smoker) following resection for  

metastases from colorectal carcinoma.  There was no prior use of  

medication noted. 



Methods 

pH / mM for buffers 

Centrifugation as “x g”  NOT “rpm” 

Dose ranges for drugs 

Solvents, e.g. DMSO and further dilutions 

Controls for drug vehicle 

Don’t forget the details 

Experimental methods 



Methods 

Materials 

Suppliers for materials 

 

?New compounds?  

 Provide reference for synthesis, 

 proof of structure 

 



Methods 

Data analysis 

Common and major cause of criticism 

Why do we use Statistics ?? 

Are Statistics appropriate? 



Why do we use Statistics ? 

Test the reliability of your results so others 

can use them 

Statistics will tell us:   

If we do this experiment again, what is the chance 

that we will get the same result 

 

So REPRODUCIBILITY depends on:  

Full experimental description   

Estimate of reliability … which is Statistics 



Statistics 

Replicates in assay are NOT independent 

samples - INTRA assay variation 

 

Pooled tissue from N animals is ONE 

sample, not N – INTER assay variation 

Ensure adequate number of  

independent values (N=?) 



Statistics 

Human / clinical data 

Because such data come from a genetically 

wild population:-  

Non-parametric analysis is more 

appropriate 
 

Better to use MEDIAN + box and whisker 

plot  



Statistics 

Animal / cell data  

Inbred strains, cell lines, are less variable  

Provide data closer to normal distribution 

Fewer samples to get reliable results  

 Parametric analysis  

 
 

Disadvantage   ? Strain-related outcomes? 



Statistics 

• Note that all ANOVA need “post tests” 

which are t-tests with compensation for 

multiple comparisons 

Tests of difference 

• Student’s t test  ONLY for two groups 

• Any more that TWO, e.g., control and 

  two doses OR control and two different 

  treatments MUST be tested by ANOVA 



Results 

Experimental design 
 Western blot,  

 enzyme activity,  

 cAMP levels 

 histology,  

 bronchoconstriction 

As far as possible, 

measure all these 

variables  

at the SAME TIME 

If you measure at different times, explain why 

 ?precursor change 

 ?effect of change 



Results 

Show your Results in logical order –       

so the reader can see how you developed 

your hypothesis / idea 

Communication 

Begin each subsection with ONE SENTENCE of 

why you did these experiments 



The finding that SK cells had dysfunctional survival pathways prompted  

us to measure oxidative stress by determining intracellular reactive  

oxygen species (ROS) levels in WT and SK cells using the fluorophore  

CM-H2DCFDA.  As shown in Fig. 5A, all SK cell lines had significantly  

increased ROS levels when compared to Wt cells  

Since loss of this enzyme inhibits cell growth and colony formation, we  

investigated the activation status of two most crucial survival pathways,  

the protein kinase B (PKB)/Akt pathway (Bonni et al., 1999) and the  

classical extracellular signal-regulated protein kinase (ERK) pathway  

(Nicholson and Anderson, 2002) in Wt and KD cell lines.  As shown by  

Western blot analysis both pathways were defective in all three cell lines. 



Results 

No repetition of data in text from  

Figures and/or Tables 

57.92 ± 6.74% = 58 ± 7% 

32.55 ± 4.67μg = 33 ± 5μg 

Data presentation –  

 Avoid “spurious precision” 



SD (24 – 72 h) significantly caused cell loss: cell number decreased  

from 302.2 ± 10.5 × 103 cells per well (basal level) to 257.4 ± 12.6 × 10

Cells per well (-14.8 ± 4.2%; P < 0.05), 150.5 ± 12.0 × 103 cells per well 

(-53.5 ± 4.0%; P < 0.01), and 115.5 ± 3.4 × 103 cells per well  

(-61.8 ± 3.4%; P < 0.01), at 24, 48, and 72 h, respectively (Figure 5A).  

The percentage of apoptotic nuclei increased from 3.30 ± 0.71%  

(basal level) to 9.01 ± 0.63%, 17.40 ± 0.91%, and 16.12 ± 0.84%,  

at 24, 48, and 72 h, respectively (P < 0.05 vs control; Figure 5B).  

Similarly, from the basal level caspase 3 activity also significantly  

Increased: +171 ± 54%, +330 ± 56% and +298 ± 63% at 24, 48,  

and 72 h, respectively (P < 0.01 vs control; Figure 5C). In comparison... 

 

SD (24 – 72 h) induced significant cell loss at each time of assay  

(24, 48, and 72 h) (Figure 5A). The percentage of apoptotic nuclei  

(Figure 5B) and caspase 3 activity (Figure 5C) also increased  

over the 72h of SD. In comparison.. 

 



“and the responses were not altered by Ch or 4-DAMP (I/R + Ch: 5.54 ± 0.26 

mN·mg−1, I/R + Ch + 4-DAMP: 5.55 ± 0.18 mN·mg−1; P > 0.05; Figure 2A). 

There were no significant differences in the EC50 values among the groups 

(Supporting Information Table S1). However, the 5-HT-triggered constriction 

responses were greater in rings from the I/R group (10.44 ± 0.46 mN·mg−1) 

than in the sham-operated group (7.49 ± 0.31 mN·mg−1; P < 0.05; 

Figure 2B). The −logEC50 values of the sham-operated and I/R groups were 

similar (5.94 ± 0.22 and 5.95 ± 0.17 respectively; Supporting Information 

Table S2). Ch treatment (7.23 ± 0.45 mN·mg−1) decreased the maximum 

vasoconstrictor responsiveness to 5-HT of the I/R + Ch group relative to the 

untreated I/R rats (P < 0.05; Figure 2B and Supporting Information Table S2), 

but the influence of Ch was abolished by 4-DAMP (9.22 ± 0.43 mN·mg−1; P < 

0.05; Figure 2B). The −logEC50 values were 5.57 ± 0.10 and 5.91 ± 0.05 in 

the I/R + Ch and I/R + Ch + 4-DAMP groups respectively (P > 0.05 vs. I/R + Ch; 

Supporting Information Table S2). 



Results 

No “non-significant” changes 
If there is no statistically significant 

difference between two means, then 
use “trend towards” inc / decrease 

 
No Discussion in Results 
“These data differ from those of Smith 

et al (2004) obtained in mice”   
 
Not HERE –put it in Discussion 



A dose-dependent enhancement of the doxorubicin-induced  

phosphorylation of H2AX and of DNA-PK was also seen in  

Wt HCT-116 cells treated with the SK inhibitor SKI II (Fig. 7).  

Thus, in view of the finding that SK-1kd cells have increased ROS  

(Fig. 5) and that doxorubicin also acts by inducing lipid  

peroxidation one might conclude that the increased H2AX  

phosphorylation in SK-1kd cells results from synergistic oxidative  

stress. 



Discussion 

Communication 

Not too long Five pages of A4 double spaced  

   is enough (1500 words limit) 

 

Not too short Two pages is too little 

 



Discussion - Content 

Open with YOUR major finding 
summarised into two lines 

“Our experiments show that renal blood flow 
in rats was not responsive to inhibitors of 
the renin angiotensin system but was 
altered by CB1 agonists.” 

Then go on to say why you did this 
work 

“These experiments derived from an earlier 
observation that.. XXX suggesting that YYY 



4. Discussion and conclusions 

Our results clearly demonstrated that HTZ and thiazide-like diuretics,  

such as chlorthalidone and indapamide, potentiated PE-induced  

contractions of mouse strips. This effect was also observed ex vivo  

following chronic treatment with HTZ. This action appeared to be specific 

to this class of diuretics, as it was not observed with the loop diuretic  

furosemide, the potassium-sparing diuretics amiloride and triamterene  

and the carbonic anhydrase inhibitor methazolamide.  

These results are surprising, as thiazides are known to induce relaxation 

of vascular smooth muscle by a variety of mechanisms.  Thiazide  

diuretics attenuated agonist-induced vasoconstriction in vivo  

and in vitro by calcium desensitization of smooth muscle cells linked to 

the RhoA-Rho kinase pathway….. 



Discussion 

In this study, we investigated the contribution of the advanced  

glycation end-products (AGEs) to the reduction of mast cell  

number and reactivity in diabetic rats. We found that treatment  

with aminoguanidine, an AGE inhibitor, restored basal pleural and  

mesenteric mast cell numbers in diabetic rats and mast cell reactivity  

in vitro, with a strong correlation of the decrease in the apoptotic mast  

cell rate. Our findings indicate that an increase of the AGE generation  

seems to have an important contribution in the mast cell depletion  

and refractoriness in diabetic rats, with a clear dependence on the  

reduction in the percentage of apoptotic mast cells.  

Currently, there are several indicators demonstrating that mast cells  

show many protective functions in both innate and adaptive immune  

responses and even in host responses to some tumors [18].  



Discussion 

Not necessary to discuss EVERY result 

/set of results; only the MAJOR points 

you want to discuss  

It is easier to add discussion if requested 

by reviewers 

Content 

Don’t just list all the results 

of your experiments 



Discussion 

This is where you add your  

deduction, interpretation, analysis 

 

“Variable A was increased by treatment 

B, showing involvement of mediator C” 

“Blockade of effect A by antagonist B 

supports the mediation of XX 

receptors”  

 



Discussion 

Place your new data in context of other 

work 

 Do they meet your predictions? 

 Are there discrepancies? 

 Offer explanations 

 What can you predict NOW? 

 



Discussion 

Limitations of study 

Only one paragraph - ?half A4 page 

Discuss - different assays, sensitivity, variability 

            specificity of inhibitors / agonists 

               cells/ tissues vs whole animal 

              rats vs human- relevance of model  



Discussion 

Concluding paragraph(s)  

 not more than two  

Summarise YOUR interpretation of the 

results, referring back to the original question 

or hypothesis (look back) 

Summarise the wider consequences and 

implications of your analysis (look forward) 



References 

Usually too many 

Do you need more than 40 references  

in most MSS? 

 

Use the correct format for the Journal 

It shows you have paid some attention 

to the Instructions to Authors! 



Figures 

Some Journals limit number of Figures 
Usually the major location of data 

 Could some Figures be Tables instead? 

 

Do they offer Supplementary data files? 

 Essential negative/control data 

 Lists of RT-PCR primers  

 Antibody validation  



Figures 

Many Figures are multi-part 

e.g., Fig 5A, 5B, 5C ….5H 

 

This means that each graph is very 

small, when they are all on the 

same A4 page, SO  put all the 

graphs together and see if you can 

read them!  



Figures 

Legibility when reduced to page size 

 Symbols   

 Lines 

 Lettering    a      a 

Uniformity of lettering 

 CAPITALS 

 Font 

 Bold 



Legends 

Do they match the Figures / Tables? 

Are the abbreviations in the Figure / Tables  

explained in the Legend? 

Key to data should be in Figure (?Journal) 

Significant differences explained in Legend 

 Marks – asterisks etc 

 P values;  Diff from?; n =? 

 t-Test, ANOVA? 



Acknowledgements 

These are ESSENTIAL  

Grants from funding bodies 

  CAPES / FAPESP / FAPMG etc 
 

Any support from Companies 

 Compounds  

 Research support  

 Animals  



DO read through the MS for spelling, grammar  

and style 

Finally 

HOWEVER if you have got ALL this right,  

you are not guaranteed publication! 

Don’t forget the science needs to be good also!  

BUT you will have made it easier for others 

(editors and referees) to read and understand  

what you have done and what you think about it 



The End 



General points of style 

Although COX-2 inhibition fully prevented from the majority of  

roflumilast-mediated adverse effects in our experiments, it could not  

fully prevent from body weight loss or blood neutrophilia, 

  

Diuresis was associated to  a hypotensive effect  

  

Diuresis was associated with a hypotensive effect  

 



Unnecessary words  

 On the contrary, it has been reported that 1-hour incubation of  

human lung slices with dexamethasone prevented the desensitisation 

of β2-adrenoceptors 

 

It has been found that  

It has been shown that  

  

 

Inappropriate placing of adjective 

 that isolated rabbit airway smooth muscle tissues and cultured  

human airway smooth muscle cells exhibited 

  

that isolated airway smooth muscle tissues from rabbits and human  

airway smooth muscle cells in culture exhibited 



Long phrases 

we studied the effects on SK3/KCa2.3 channel mediated migration of  

breast cancer cells. 

we studied the effects on migration of breast cancer cells, mediated  

by SK3/KCa2.3 channels. 

  

Records of a7 and non-a7 nAChRs agonists induced [Ca2+]m transients 

in control cells……… 

Records of [Ca2+]m transients, induced by a7 and non-a7 nAChR  

agonists, in control cells……………. 

 



Be careful with and avoid if possible   

  

Administer 

Administrated  comes from  Administrate and Administration 

      = bureauocracy 

Administered  comes from  Administer   =  giving    

  

down-regulation of β2-adrenoceptors has already been shown in lungs 

of rats and guinea-pigs chronically administered with isoprenaline or  

noradrenaline (Mak et al., 1995 

  

down-regulation of β2-adrenoceptors has already been shown in lungs  

of rats and guinea-pigs chronically treated with isoprotenerol or  

norepinephrine (Mak et al., 1995 

  

peptide (5, 10 or 20 mg·kg-1) was administrated by i.p. injection  

once a day 



Compound B is known to inhibit PDE activity (Souza 

et al 2013). Consistently, Compound B relaxed airway 

smooth muscle in our experiments. 

Compound B is known to inhibit PDE activity 

(Souza et al 2013). Consistent with this finding,  

Compound B relaxed airway smooth muscle in our 

experiments. 

 





Legends 

First line  = title of slide as ‘outcome’ 

Need names of drugs, doses used, i.p./ i.v., times 
of treatment, assay used, species 

Define data.. ‘Values shown are the mean (± 

SEM) systemic b.p. from N animals.. 

 *P< ???…; sig diff from ????…, by ANOVA 

 

One line to state the most important conclusion 
from the results shown here 



Figures 

Legibility when reduced to page size 

Symbols 

Lines 

Lettering 

Uniformity of lettering 

Capitals 

Font 

Bold 

 

 





British Journal of Pharmacology 

2001-2006, Senior Editor  
Reading the referee reports and editor decisions on 

about 250 MSS annually 
   

2006- present, Press Editor 

I read about 200-250 MSS per year checking 

 Layout and format 

 Scientific terms 

 Language --- style, syntax, grammar 


