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Note: If you print this out to make the revisions, print in color.

EXAMPLE 1: FROM INTRODUCTION TO BOOK CHAPTER

In severe cases, spotted fever group rickettsiae can cause noncardiogenic pulmonary edema/adult respiratory distress syndrome, interstitial pneumonia, pre-renal azotemia with renal failure, hemorrhagic rash, peripheral edema and hypovolemic hypotension due to loss of intravascular fluid into the extravascular space.  However, the central nervous system (CNS) is the most crucial target organ.  The sequelae in untreated and severely ill patients include deafness, impaired vision, intellectual deficits, ataxia, aphasia, paraplegia, behavioral disturbances and other neurologic defects. Rickettsial encephalitis is associated with a fatal outcome as is shown by the higher frequency of coma in fatal cases.  Twenty six percent to 28% of Rocky Mountain spotted fever (RMSF) patients show clinically apparent rickettsial encephalitis. 

REVISION: PARAGRAPH EXAMPLE 1 [clarifying topic and reordering sentences]

Introductory and concluding sentences    
transitional linkage    
parallel construction + summative referenceOriginal sentence
order

 

The most severe potential consequence of infection by spotted fever group rickettsiae is encephalitis, which is clinically apparent in 26-28% of patients with Rocky Mountain spotted fever.  Rickettsial encephalitis can lead to death, as shown by the higher frequency of coma in fatal cases of the disease. Other central nervous system sequelae of rickettsial encephalitis in untreated and severely ill patients include deafness, impaired vision, intellectual deficits, ataxia, aphasia, paraplegia, behavioral disturbances and other neurologic defects. Moreover, outside the central nervous system, spotted fever group rickettsiae can also cause noncardiogenic pulmonary edema/adult respiratory distress syndrome, interstitial pneumonia, pre-renal azotemia with renal failure, hemorrhagic rash, peripheral edema and hypovolemic hypotension due to loss of intravascular fluid into the extravascular space. Given these potentially serious sequelae, clinicians need to understand [main topic of chapter] about the spotted fever group rickettsiae in order to [create bridge to next paragraph].New
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PARAGRAPH EXAMPLE 2: FROM DISCUSSION SECTION OF A PAPER
The effects of urea have been studied on both epithelial and non-epithelial cells. In the frog skin, the addition of 300 mM urea to the external solution (mucosal solution) caused an increase in the paracellular permeability to sodium, chloride, potassium and urea. Using electrophysiological techniques, the addition of 240 mM urea to the mucosal solution of the toad urinary bladder caused a rapid (complete within ~15 seconds) and large increase (10 fold) in tight junction conductance. Of interest is that these authors also reported a two fold increase in the transcellular conductance, however the effect of mucosal urea on active ion transport was not reported. In contrast, mucosal addition of urea (up to 2 M) to the mammalian urinary bladder did not result in a measurable change in junctional conductance or cell conductance. The different response of the toad bladder compared to mammalian bladder to mucosal urea is not due to a difference in apical membrane urea permeability since the apical membrane permeability to urea is very low and similar for these epithelia. This suggests that the extra- or intracellular regulation of tight junction conductance is different between these epithelia. 

REVISION: PARAGRAPH EXAMPLE 2 (highlighting the principle of order)

Introductory and concluding statements of comparison    
Comparison markers           transitional linkages     

Studies of the effects of urea on the epithelial cells of amphibians and mammals have demonstrated significant differences in transcellular conductance and tight junction conductance. In studies of frog skin, the addition of 300 mM urea to the external (mucosal) solution resulted in an increase in paracellular permeability to sodium, chloride, potassium and urea. In toad urinary bladder, electrophysiological studies showed that the addition of 240 mM urea to the mucosal solution caused an increase in tight junction conductance that was both rapid (complete within ~15 seconds) and large (10-fold). These authors also reported a 2-fold increase in the transcellular conductance, but did not report the effect of mucosal urea on active ion transport. In contrast, in mammalian urinary bladder, mucosal addition of urea (up to 2 M) resulted in no measurable change in junctional or cellular conductance. The different responses of toad and mammalian bladder to urea in mucosal solutions cannot be attributed to a difference in apical membrane urea permeability, because  this permeability is similar (and very low) in both epithelial types. Hence the difference observed in this study suggests that the extra- or intracellular regulation of tight junction conductance is different between epithelia of amphibians and mammals.   

PARAGRAPH EXAMPLE 3: OPENING PARAGRAPH, BACKGROUND OF GRANT PROPOSAL
Preterm delivery remains the main unresolved problem of obstetrics and society.  It is the number one cause of perinatal mortality.  Seventy five percent of perinatal mortality not due to congenital malformations is a result of preterm delivery.  Neonates with birthweight below 1500 g have a 200 times higher chance of dying in the first year of life than those with normal birthweight at term. Furthermore, survivors of the group weighing less than 1500 g at birth have a 10-fold higher frequency of neurologic impairment.  In addition to increased perinatal mortality and neurologic impairment, prematurity also disproportionally contributes to a long list of other very debilitating conditions.  These include among others: developmental delay, visual and hearing impairment, chronic lung disease, cerebral palsy, and a group of children healthy at birth, but underachieving at school.  Unfortunately, the incidence of preterm delivery has not changed during the last forty years.  Moreover, there is a trend toward an increased incidence since the 1980’s coinciding with the introduction of tocolysis to obstetrical practice.  The most potent demographic risk factor for preterm delivery is a patient’s history of a prior preterm delivery.  The earlier the prior preterm delivery occurred, the higher is the risk.  The risk also increases with the number of prior preterm deliveries.  The risk is about 14 % with no history of preterm delivery, 23 – 38 % with a history of one and about 51 % with a history of two prior preterm deliveries.  The  issue of preterm delivery is confounded by a lack of consensus in regard to diagnostic criteria for preterm labor and thus effectiveness of  the current management.  The confusion is a direct result of our lack of understanding of the mechanism of labor both preterm and term.  It is apparent, therefore, that an understanding of the mechanism, and especially it’s molecular basis, is of a paramount importance.  


REVISION 1, PARAGRAPH EXAMPLE 3 [dividing into sub-paragraphs]

Introductory & concluding sentences  moved text  deleted text
Sentence openings referring to familiar content 
1. General statement

2. More specific
3. Most detailed (with numbers)

Preterm delivery remains the main unresolved problem of obstetrics, and its social impact is great. The incidence of preterm delivery has not changed during the last forty years. In fact, there has been a trend toward increased incidence since the 1980’s that coincides with the introduction of tocolysis to obstetrical practice.   

Preterm delivery, the number one cause of perinatal mortality, is responsible for 75% of perinatal deaths not caused by congenital malformations.  Neonates with birthweight below 1500 g have a 200 times higher chance of dying in the first year of life than those with normal birthweight at term. Furthermore, survivors of the group weighing under 1500 g at birth have a 10-fold higher frequency of neurologic impairment. Prematurity also contributes to a long list of other debilitating conditions, such as chronic lung disease, cerebral palsy, visual and hearing impairment, developmental delay, and school underachievement. In each sentence, the first clause creates a context for the more detailed information to follow (numbers, items in list)


1. General statement

2. More specific
3. Most detailed (with numbers)

The most potent demographic risk factor for preterm delivery is a patient’s history of a prior preterm delivery. The earlier the prior preterm delivery occurred, or the higher the number of prior preterm births, the higher is the risk. The risk is about 14% with no prior history, 23 – 38% with a history of one preterm delivery, and about 51% with a history of two prior preterm deliveries.  

Although a good deal is known about the epidemiology of preterm delivery, pinpointing its causes has been difficult. Evaluation of the causes has been confounded by a lack of consensus regarding diagnostic criteria for preterm labor; in consequence, the effectiveness of current management has also proven difficult to evaluate.  This confusion is a direct result of our lack of understanding of the mechanism of labor, both preterm and term. Hence an understanding of this mechanism, and especially its molecular basis, is of paramount importance.Sent 1: transition from previous to new topic 
Then logical principle of order: gap in knowledge, reason for it, proposed solution 




REVISION 2, PARAGRAPH EXAMPLE 3 [using verbal linkages to improve coherence]

summative reference       transitional linkage 
repetitions in parallel constructions 
	                    
Preterm delivery remains the main unresolved problem of obstetrics, and its social impact is great. The incidence of preterm delivery has not changed during the last forty years. In fact, there has been a trend toward increased incidence since the 1980’s that coincides with the introduction of tocolysis to obstetrical practice. 
Preterm delivery, the number one cause of perinatal mortality, is responsible for 75% of perinatal deaths not caused by congenital malformations.  Neonates with birthweight below 1500 g have a 200 times higher chance of dying in the first year of life than those with normal birthweight at term. Furthermore, survivors of the group weighing under 1500 g at birth have a 10-fold higher frequency of neurologic impairment. Prematurity also contributes to a long list of other debilitating conditions, such as chronic lung disease, cerebral palsy, visual and hearing impairment, developmental delay, and school underachievement. 
The most potent demographic risk factor for preterm delivery is a patient’s history of a prior preterm delivery. The earlier the prior preterm delivery occurred, or the higher the number of prior preterm births, the higher is the risk. The risk is about 14% with no prior history, 23 – 38% with a history of one preterm delivery, and about 51% with a history of two prior preterm deliveries.  
Although a good deal is known about the epidemiology of preterm delivery, pinpointing its causes has been difficult. Evaluation of the causes has been confounded by a lack of consensus regarding diagnostic criteria for preterm labor; in consequence, the effectiveness of current management has also proven difficult to evaluate.  This confusion is a direct result of our lack of understanding of the mechanism of labor, both preterm and term. Hence an understanding of this mechanism, and especially its molecular basis, is of paramount importance.

EXAMPLE 4: Introduction to a Paper on Breast Cancer Diagnosis
	Both tubular carcinoma (TC) and radial sclerosing lesion (RSL) can have a similar gross and histologic appearance. The crucial diagnostic difference is in the recognition of the outer myoepithelial cell layer surrounding the epithelium of RSL, which is in turn encircled by the basement membrane. Tubules of TC are lined by a single layer of well differentiated malignant epithelium without the outer myoepithelial cell layer. Myoepithelial cells can be highlighted by immunostaining for smooth muscle actin (SMA) or for S-100 protein. Antibodies to SMA also stain myofibroblasts, which can be abundant in the stroma of tubular carcinoma, with some of them approximating the malignant tubules thus creating a false impression of a myoepithelial cell layer. S-100 immunostaining has been reported to have poor specificity for myoepithelial cells in the breast. Maspin, or mammary serpin, is considered to be related to the serpin family of protease inhibitors. Although it appears to have a tumor suppressor effect in in-vitro studies, its precise function in-vivo is not clear. Metallothionein is a low molecular weight protein with heavy metal binding properties. Maspin and metallothionein have been reported to be expressed at very high levels in mammary myoepithelium. In this study we determined the efficacy of maspin and metallothionein immunohistochemistry in illustrating the myoepithelial cell layer as compared to SMA and S-100 in distinguishing radial sclerosing lesion from tubular carcinoma. 


REVISION OF PARAGRAPH EXAMPLE 4 [adding subparagraphs, introductory and concluding sentences, and verbal linkages]

summative reference                transitional linkages             added sentences   
repetitions in parallel constructions 	

In the diagnosis of breast cancer, differentiation of tubular carcinoma (TC) and radial sclerosing lesion (RSL) is challenging, because these lesions have a similar gross and histologic appearance. Distinguishing between them depends on visual detection in RSL of a distinctive outer myoepithelial cell layer that surrounds the epithelium, and is in turn encircled by the basement membrane. In contrast, tubules of TC are lined by a single layer of well differentiated malignant epithelium without the outer myoepithelial cell layer.

In current practice, myoepithelial cells used for diagnostic studies are highlighted by immunostaining for smooth muscle actin (SMA) or for S-100 protein. Staining with SMA is problematic, because antibodies to SMA can stain myofibroblasts, which may be abundant in the stroma of TC. If some of the myofibroblasts lie near the malignant tubules, they can create the false impression of a myoepithelial cell layer, thus mimicking RSL. S-100 immunostaining is inadequate because it has been reported to have poor specificity for myoepithelial cells in the breast. 	

In this study, we determined the efficacy of two alternative immunohistochemical markers, maspin and metallothionein, in selectively staining the myoepithelial cell layer in RSL, and compared them to SMA and S-100 in this respect. Maspin, or mammary serpin, appears to be related to the serpin family of protease inhibitors, although its precise function in vivo is not clear. Metallothionein is a low molecular weight protein with heavy metal binding properties. Maspin and metallothionein have been reported to be expressed at very high levels in mammary myoepithelium, and are therefore plausible candidates to serve as histochemical markers to distinguish radial sclerosing lesion from tubular carcinoma.
 



2

